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Patients with acute vestibular neuritis are traditionally investigated with caloric or rotational 
examination of the vestibular-ocular reflex.  However, clinical outcome is poorly predicted 
by such vestibular reflex assessments. We hypothesised that symptomatic recovery would 
depend upon higher order visuo-vestibular compensatory mechanisms.  
Thirty-one patients were studied in the acute and recovery phases of vestibular neuritis 
(median 2 days and 10 weeks, respectively). Patients underwent examination of vestibulo-
ocular and vestibular-perceptual responses, at threshold and supra-threshold levels.  Supra-
threshold stimuli (90°/s velocity step rotations) allowed quantification of vestibulo-ocular 
and vestibulo-perceptual time constants.  Additional measures of visual dependency (rod-
and-disc task), dizziness symptom load (Vertigo Symptom Scale and Dizziness Handicap 
Inventory) and psychological factors (including - autonomic arousal, anxiety, depression, 
fear of bodily sensations) were obtained.  
Vestibulo-perceptual and vestibulo-ocular thresholds were raised and asymmetric acutely 
and remained slightly elevated and asymmetric at recovery.  Acutely, supra-threshold 
vestibulo-ocular time constants were shortened and asymmetric. In contrast, perceptual 
responses were reduced but notably symmetrical. At recovery, vestibulo-ocular supra-
threshold responses remained abnormal but perceptual supra-threshold responses 
normalised. Visual dependency was significantly elevated above normals in both acute and 
recovery stages. Vertigo symptom recovery was significantly predicted by acute levels of 
visual dependency (p=0.002), autonomic anxiety (p=0.004). A number of measures were 
associated with vertigo symptoms at recovery, in addition to visual dependency (p=0.012) 
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and autonomic anxiety (p<0.001), including - anxiety and depression (p<0.003), fear of body 
sensations (p=0.033), vestibular perceptual thresholds (p=0.017) and caloric canal paresis 
(p=0.001). Factor Analysis revealed a strong association between clinical outcome, visual 
dependency and psychological factors, all loading on a single component accounting for 
59.15% of the variance.  
The bilateral suppression of supra-threshold vestibular perception observed acutely 
represents a hitherto unrecognised central adaptive ‘anti-vertiginous’ mechanism. However, 
poor symptomatic recovery is best predicted by increased visual dependency and 
psychological factors. The findings show that long term recovery from unilateral vestibular 
deficit is mediated by central compensatory mechanisms, including multi-sensory 
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The ability to control our balance effectively and maintain spatial awareness whilst moving 
around the world is intrinsically important in how we function in everyday life.  The 
vestibular system provides information necessary for maintaining spatial orientation, 
postural control and ensuring that visual input remains stable whilst we continually move 
and navigate our environment. This sometimes forgotten sixth sense provides us with the 
information that is essential to our ability to make sense of the world around us.  
The vestibular systems' peripheral sensory organs located in the inner ear consist of three 
semi-circular canals (SCC's), which sense head angular velocity from rotational movements 
(Guedry, 1965)  and two otolith organs (utricle and saccule) that respond to linear 
accelerations (translational movements and gravity). Input from these structures is 
important for reflexes such as the vestibulo-ocular reflex (VOR), responsible for stabilising 
the visual image on the retina during head motion, as well as the vestibulo-spinal and 
vestibulo-collic reflexes that act on musculature, which serve to stabilise the body and head. 
The balance system is multi-modal and inputs from the vestibular apparatus converge 
extensively with visual and proprioceptive information for balance maintenance. This multi-
sensory interaction is monitored by the central nervous system (CNS), which then weights 
and re-adjust inputs appropriately, in response to external stimuli or sensory conflicts. The 
ability of the balance system to adapt and repair via central mechanisms of multi-sensory 
10 
 
reweighting, further highlights the importance of this system.  Although impressive, the 
multiple levels of processing and integrated mechanisms involved in balance function may 
also introduce more opportunities for malfunction.  
Dizziness accounts for 12% of the neurology referrals to A&E  (Royl et al., 2010) and rates in 
the top five most common symptoms for which advice is sought at a general practitioner 
level  (Hopkins, 1989). Of those patients who attend general practice for dizziness 42% 
report anxiety or avoidance behaviour, compared with 13.3% of those patients without 
dizziness  (Yardley et al., 1998b). Of this sample of patients, approximately 40% had been 
dizzy for between six months and five years, with 30% of patients suffering dizziness for 
more than five years. Dizziness was also shown to cause problems at work and one fifth of 
patients reported dizziness as major factor in why they were not working.  
In the case of vestibular neuritis (VN), a condition affecting the function of the peripheral 
vestibular organ that stems from what may be viewed as a relatively benign viral aetiology, 
the effect on the individual can be catastrophic. The acute incident causes severe 
debilitating symptoms of vertigo, nausea and disequilibrium and the course of recovery is 
uncertain. Although many go on to make a full recovery, a large proportion of individuals 
suffer from chronic balance problems.  
Due to the vestibular organs important role in vestibular reflex function, much of the 
research pertaining to recovery from peripheral disorders such as VN has concentrated on 
vestibular reflexes and their correlation with symptomatic recovery. However this has 
proved largely unfruitful and recovery of reflex function has not been found to predict 
recovery. This is possibly due to tests of vestibular reflex function failing to take into account 
higher level vestibular processing. This thesis aims to investigate the influence of the higher 
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order mechanisms involved in balance function on symptomatic recovery. Chapters 1 and 2 
of this thesis will focus on psychophysical tests of vestibular function by measuring 
vestibular perceptual responses to threshold and supra-threshold vestibular stimuli in 
patients during the acute and recovery stages after injury. Mechanisms of sensory 
integration will also be investigated via tests of visual dependency in Chapter 3, in addition 
to psychological processing in Chapter 4. By carrying out a multidimensional analysis of the 
higher level mechanisms operating after acute vestibular dysfunction, we may compare how 
different levels (brain stem versus cortical) of vestibular processing are affected by 
peripheral injury and furthermore identify important factors predicting patient recovery 
(Chapter 5).  
This introduction provides a general overview of the problem and background, more specific 
details and references will be given in the relevant chapters. The functional anatomy of the 
vestibular sensory end-organs responsible for the detection of head motion will first be 
outlined, in addition to the VOR and central projections of the vestibular system.  The 
impact of unilateral vestibular peripheral injury on vestibular function and processes of 
vestibular compensation will also be outlined.  
 
Peripheral vestibular system  
Angular acceleration is encoded via three semi-circular canals within each inner ear. The 
canals are positioned in the horizontal, anterior and posterior planes, and each responds to 
head motion in its respective direction and plane. The canals are filled with endolymph fluid, 
which is displaced when head motion occurs. When there is a change in the speed of head 
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rotation this fluid lags behind due to inertia and displaces the cupula, which is situated 
within the ampulla - the duct at each end of the canal.  The hair cells within the cupula are 
then stimulated and convert head acceleration into a biological signal, which is passed via 
the vestibular nerve to the CNS and used to compute head position in space. Vestibular 
afferents are continuously active, allowing bidirectional modulation of activity in response 
to movement. The direction in which the hair cells bend affects whether the firing rate in 
the vestibular nerve increases or decreases, with ipsilateral rotations ('on' direction) evoking 
an increase in firing rate and contralateral rotations ('off' direction), a reduction in firing 
rate. The six canals make up three co-planer pairs which work in a push-pull arrangement. 
For example, a right horizontal angular movement would increase firing rate from the right 
horizontal canal and decrease firing rate from the left horizontal canal. This pairing of SCC's 
has a number of advantages. Pairing provides a degree of protection against sensory 
redundancy, so that if disease or injury affects one canal, the canal on the opposite side may 
still provide information to the CNS regarding head movement in that plane. Additionally, 
pairing allows common mode 'noise' (for example, increases in temperature) that occurs 
simultaneously on both sides to be ignored.   
 
Vestibulo-ocular reflex 
Although the SCC's act as a type of biological rate sensor, the firing rate of the vestibular 
nerve decays exponentially in response to constant angular velocity (time constant of 5 - 6 
seconds, Buttner and Waespe, 1981), due to the elastic properties of the cupula, which 
return it to its resting position (Wilson and Jones, 1976). Prolonged angular acceleration in 
the dark results in nystagmus, a compensatory eye movement comprising a slow phase 
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(VOR) component in the opposite direction to rotation and a corrective fast phase 
component in the same direction as rotation.  
The SCC's provide input important in the generation of the angular VOR. Head movements 
cause image motion on the retina and can result in blurred vision. For clear vision, head 
motion must be compensated for immediately and so the role of the VOR is to generate 
compensatory eye movements that allow our view of the world to remain stable when our 
head moves. The VOR produces eye movements that are approximately equal and opposite 
to head motion velocity in order that images on the retina remain fixed (Mishkin and Jones, 
1966). The gain of the VOR is the ratio of the reflex induced eye movement velocity to the 
head motion velocity. Impulses carried through the vestibular nerve act on the ocular 
muscles responsible for eye movement via a direct tri-neuronal pathway consisting of 
primary and secondary vestibular and oculomotor neurons (Lorente de no, 1933). The 
latency of the VOR pathway is reported to be as short as 4-13ms (Crane and Demer, 1998; 
Johnston and Sharpe, 1994; Tabak and Collewijn, 1994), allowing rapid stabilisation of gaze 
and clear vision. Central vestibular structures allow dynamic modification of the VOR and 
adjust gain in order to produce as accurate eye movements as possible. 
As shown, the vestibular system is important in the production of reflexes that enable clear 
vision and postural reflexes that stabilise the body and head; however the ability of the 
vestibular system to produce true vestibular sensations arising from the organs of 
equilibrium themselves has been questioned. Geldard argued in 1972  that the perceptual 
experiences associated with vestibular experience arise indirectly from the various reflexes 
the system initiates. However this was challenged by others who argued that the vestibular 
system could produce sensations of motion directly, although its cooperation with visual 
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and proprioceptive systems was important in the maintenance of equilibrium (Mach, 1914; 
Wendt, 1951). Indeed it is the latter view that prevailed, with the emergence of numerous 
studies showing the stimulation of cerebral cortical to elicit sensations of spinning, sinking 
and swimming (for example, Crosby et al., 1962; Penfield, 1957) as will be discussed below.  
 
Central vestibular processing 
Compared to other sensory systems (for example, visual and auditory systems), relatively 
little is known about the neuroanatomical pathways via which vestibular information 
reaches the cortex. Figure I, shows the known neuroanatomical pathways from the 
vestibular sensory organs to cerebral cortex, as described below. Information from the 
peripheral organ is passed from peripheral vestibular afferents and the vestibular nerve to 
brain stem structures including the vestibular nuclei complex (Gernandt and Thulin, 1952; 
Kuruvilla et al., 1985) and cerebellum (Barmack et al., 1993; Gardner and Fuchs, 1975; 




























Figure I – Schematic representation of neuroanatomical vestibulo-cortical pathways. Ascending pathways 
shown only. PIVC – Parieto-insular vestibular cortex.  
 
The vestibular nuclei complex, including the medial, superior, lateral and descending 
vestibular nuclei, acts as the primary processer for vestibular input and contains two 
subpopulations of vestibular neurons. Type I cells respond to increases in vestibular afferent 
firing rate (ipsilateral rotations), whilst Type II cells respond to decreases in firing rate 
(contralateral rotations) (Duensing and Schaeffer, 1958). Information from each of the 
canals on converges at this level via commissural connections between the two vestibular 
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nuclei, with Type I neurons exciting Type II neurons contralaterally and Type II neurons 
inhibiting Type I neurons ipsilaterally (Shimazu and Precht, 1966).  
Neurons in the medial and descending vestibular nuclei also project bilaterally to the 
cerebellar vermis and flocculus (Kotchabhakdi and Walberg, 1978a).  The multi-modal 
nature of the balance system is already apparent at this brain stem level, where sensory 
inputs are integrated and the processing of vestibular input occurs concurrently with 
proprioceptive and visual information (Waespe et al., 1981; Waespe and Henn, 1977; 
Wilson et al., 1975). The cerebellum is important for the modulation (Ito, 1982; Minor et al., 
1990; Wolfe, 1969) and adaptation of VOR gain through motor learning (Blazquez et al., 
2004; Lisberger et al., 1984; Robinson, 1976) and, although it is not an essential 
requirement, vestibular reflexes become uncalibrated and inefficient without it (Flandrin et 
al., 1983; Killian and Baker, 2002).   
Information is passed from the vestibular nuclei complex, specifically the superior and 
medial vestibular nuclei, and the cerebellum to the posterior lateral and ventral lateral 
thalamic nuclei (Meng et al., 2007; Shiroyama et al., 1999). Thalamic infarctions have been 
found to cause side specific suppression of vestibular cortex activations (Dieterich et al., 
2005), pointing to the role of the thalamus as a relay station for bilateral ascending 
pathways to the cortex. Thalamic neurons that have been shown to respond to vestibular 
stimulation are argued to be positioned as such as to provide connections to the widespread 
vestibulo-cortical areas (Meng et al., 2007), including but not limited to, area 7 of the 
posterior parietal cortex (Faugier-Grimaud and Ventre, 1989), area 3Av and the parieto-




Velocity storage mechanism  
Recordings in the vestibular afferents from the semi-circular canals following a velocity step 
stimulus (i.e. a ‘stopping’ response)(Barany, 1907) show that the time constant of the neural 
activity recorded is of the order of 5-6 seconds (Blanks et al., 1975; Buttner and Waespe, 
1981), in the range of  the estimated dynamics of the cupula (3.3 seconds, Gizzi and Harper, 
2003).  However, it is well known that the slow-phase velocity of nystagmus elicited in 
response to a constant velocity rotation around an earth vertical axis decays with a much 
longer time constant of around 15-20 seconds (Cohen et al., 1981). This prolongation of the 
vestibular signal is achieved via the velocity storage mechanism (Buettner et al., 1978; 
Raphan et al., 1979). Neural integrators, mostly located in brainstem/cerebellar structures 
(see below), mediate this process, whereby information relating to head velocity from the 
SCC's is stored in order to drive oculomotor responses over a longer period.  The function of 
this velocity storage system is to maintain vestibular signals active in the CNS during long 
duration or low frequency stimuli.  Without such a system there would not be, for instance 
compensatory vestibularly-elicted eye movements, during rotations of below ca. 0.1Hz, 
namely because activity in the vestibular nerve would have ceased. 
Figure II shows a schematic representation of the velocity storage mechanism showing 
vestibular input from the semi-circular canals and output to oculomotor neurons for the 














Figure II - Schematic representation of the velocity storage mechanism showing input from the vestibular 
peripheral organs and output to the oculomotor neurons for generation of the vestibulo-ocular reflex (VOR).   
τ = Time constant, relating to the exponential decay of neural activity at input and output stages.  
 
Input to the velocity storage mechanism is via the vestibular nerve, which carries velocity 
signals relating to head velocity from the vestibular end organs. The firing rate of the 
vestibular nerve is increased or decreased as a direct result of cupula dynamics and bending 
of the hair cells within the SCC's.  
Although little is known about the neural organisation of the velocity storage mechanism, 
studies have shown certain brain stem structures important in the neural network involved. 
The sectioning of midline fibres connecting the superior and medial vestibular nuclei has 
been shown to abolish velocity storage activity (Buttner, 1992). In addition, lesions to the 
principal cells of the prepositus hyperglossi and the cerebellar nodulus also lead to abolition 
of velocity storage (McCrea and Baker, 1985; Waespe et al., 1985). The neural integrators at 
this brain stem level are responsible for the sensory-motor transformation, which results in 
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the increase in time constant from 5 seconds at the vestibular periphery, to a VOR output 
with a time constant of approximately 16 seconds. The resultant nystagmus following 
velocity steps in the dark, such as those used in the supra-threshold test outlined in Chapter 
2, illustrate the VOR output from the velocity storage mechanism. Although the role of the 
velocity storage mechanism in the generation of nystagmus after such high acceleration 
velocity steps in the dark is largely unquestioned, its role in the processing of rotational 
velocity at threshold level remains unclear.  
 
The vestibular cortex 
Cortical areas that when stimulated electrically produce rotational, vertiginous sensations, 
have been known to exist for at least 50 years (Penfield, 1957; Penfield and Rasmussen, 
1950). Since then numerous studies have identified areas of the cortex implicated in 
vestibular processing and point to a distributed network of vestibular cortical regions rather 
than a singular primary cortex, as seen in the visual and auditory systems. Single unit 
neuronal recordings in macaque monkeys during vestibular stimulation, identified a 
network of areas that were strongly responsive to vestibular stimulation including, area 2V 
at the tip of the intraparietal sulcus, area 3aV, frontal area 6 and area 7 in the inferior 
parietal lobe (Guldin et al., 1992; Guldin and Grusser, 1998). The area identified with the 
largest number of vestibular units was labelled the parieto-insular vestibular cortex (PIVC), 
in the retro-insular and insular region (Akbarian et al., 1988; Grusser et al., 1990). The PIVC 
may be viewed as a multisensory integration area, in that a large percentage of vestibular 
units in this area are also activated by somatosensory and visual stimuli (Akbarian et al., 
1988). Studies utilising retrograde tracers have also found corticofugal connections from the 
20 
 
PIVC to the vestibular nuclei. It is argued that these connections are mainly inhibitory and 
are used to suppress vestibular reflexes during cortically controlled movements (Akbarian et 
al., 1994).  
Human homologues of the PIVC area have been identified in clinical studies of stroke 
patients with lesions to the posterior insula and adjacent parietal cortex who show 
vestibular symptoms including nystagmus (Takeda et al., 1995), vertigo (Brandt, 1995) and 
gait unsteadiness (Cereda et al., 2002). In addition to the insula region, imaging studies have 
found activation in a wide range of cortical areas in response to vestibular caloric and 
galvanic stimulation, including the parietal (Bense et al., 2001; Fasold, 2002a; Lobel et al., 
1998; Lobel et al., 1999; Naito et al., 2003; Suzuki et al., 2001), occipital (Fasold, 2002a), and 
frontal (Bense et al., 2001; Bottini, 1994) lobes, as well as tempero-parietal (Bottini, 1994; 
Fasold, 2002a; Lobel et al., 1998; 1999), superior temporal gyrus (Deutschlander et al., 2002; 
Dieterich et al., 2003;  Suzuki et al., 2001) and hippocampal (Dieterich et al., 2003; Stephan 
et al., 2005; Vitte et al., 1996) areas.   
Recently, through the use of highly localizing cortical electrical stimulation, Kahane and 
colleagues (2003) elicited vestibular sensations of rotation from areas of the superior 
temporal neocortex and lateral inferior parietal cortex. They postulate that this temporo-
parietal area labelled as the 'temporo-peri-Sylivian vestibular cortex’ may be the human 
equivalent of the monkey's PIVC, which although is roughly distributed around the posterior 
part of the insula, is located more superficially. The temporoparietal area identified 
coincides well with vestibular cortical areas described in imaging studies (Bottini, 1994; Vitte 
et al., 1996) and areas that have been found to induce rotational vertigo in stroke patients 
(Brandt, 1995).  
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Numerous studies have also shown functional links between single unit activity and 
vestibular mediated spatial perception in dorsal medial superior temporal  (MSTd, Gu et al., 
2007) and middle temporal (MT, Purushothaman and Bradley, 2005) macaque cortical 
areas. There is a convergence of visual and vestibular information in the MSTd (Bremmer et 
al., 1999; Gu et al., 2006; Page and Duffy, 2003) area and neurons that combined visual and 
vestibular information showed sensitivity that paralleled behavioural performed on heading 
perception tasks. It is argued that it is this area that may provide the neural basis underlying 
perceptual cue integration (Gu et al., 2008). In contention with previous studies (Akbarian et 
al., 1988), Chen (2010) found that although areas of the PIVC respond to rotation and 
translational vestibular stimuli, they do not respond to optic flow. They therefore postulate 
that the PIVC is unlikely to the play a large role in the multisensory integration involved in 
the perception of self-motion. These findings are reflected in a recent study that suggests 
the presence of a hierarchy within cortical vestibular processing with vestibular responses of 
neurons differing between areas of the PIVC, ventral intraparietal (VIP) and MSTd (Chen et 
al., 2011).  
Rather than acting as a passive receptor of vestibular signals, the cortical vestibular system 
is important for the dynamic integration of visual, proprioceptive and vestibular signals, in 
order to produce context-specific responses (Nashner, 1976). Central mechanisms weight 
the different sensory modalities according to environmental/task conditions or in situations 
of sensory conflict, in order to effectively regulate balance (Adkin et al., 2000; Marsden et 
al., 1981). Although largely unconscious in the normal state, this is an active process that 
allows appropriate postural responses and spatial orientation strategies to be employed in 
sensory challenging situations. These central adaptive mechanisms are evident in cases of 
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vestibular injury, where substitution by other sensory inputs plays key role in recovery 
(Parietti-Winkler et al., 2006). Furthermore, psychological factors have also been shown to 
affect central balance mechanisms and studies report patients with anxiety and panic 
disorders differ in their sensory integration strategies, by increasing weighting of visual and 
proprioceptive inputs (Jacob et al., 1997; 1995). Factors such as increased visual 
dependency (Guerraz et al., 2001) and anxiety (Kammerlind et al., 2011) have also been 
shown to play a key role in recovery after vestibular disorders. This thesis aims to provide 
insight not only into how sensory integration and psychological factors may affect recovery 
after vestibular injury, but also how these factors themselves interact in the wider context 
of cortical vestibular processing.   
In the light of such complex CNS processing, it is perhaps not surprising that recovery from 
acute vestibular injury correlates poorly with reflex indicators of vestibular function 
(Godemann et al., 2005; Kammerlind et al., 2005; Palla et al., 2008). The lack of association 
between vestibular reflex function and symptomatic recovery, along with evidence of 
substantial vestibular cortical processing, suggests that symptomatic recovery may be 
influenced by higher level cortical mechanisms rather than brain stem function.  
 
Vestibular compensation  
Lesions to the peripheral vestibular sensory organs result in spontaneous nystagmus, 
severely impaired VOR function, vertigo, nausea and imbalance, for which central vestibular 
pathways must compensate via a process termed ‘central vestibular compensation’. This 
process is responsible for the functional and structural reorganisation of neural networks 
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during the acute and recovery stages after vestibular injury. Unilateral peripheral vestibular 
injury causes in an imbalance in the neural activity in the vestibular nuclei, resultant from a 
loss of activity on the lesioned side and an increase in activity on the healthy side. Single 
unit recordings in the brainstem of labyrinthectomised animals have shown that this large 
asymmetry in central vestibular neurons is redressed through restoration of  ipsilesional 
vestibular nuclei activity (Ris et al., 1997) and correspondingly, a decrease in contralesional 
activity (Smith and Curthoys, 1988; Vibert et al., 1999).  This is paralleled by the gradual 
disappearance of  acute vestibulo-ocular and vestibulo-spinal signs such as nystagmus and 
lateropulsion (Halmagyi et al., 2010). The rebalancing of neural activity in the vestibular 
nuclei is an important step in resolving static symptoms (for example, spontaneous 
nystagmus and vertigo) and numerous explanations have been put forward as to how this 
re-balancing occurs. Changes in the properties of central vestibular neurons, involving 
modifications of their sensitivity to neurotransmitters, and more specifically a down 
regulation of GABA sensitivity by ipsilesional vestibular neurons, has been shown to 
contribute to the rebalancing of vestibular neuron excitability (Yamanaka et al., 2000). 
Additionally cerebellar neurons have also been found to play an important role in the 
inhibition of contralesional vestibular nuclei neurons (Kitahara, 1998). Kitahara (1997) found 
that flocculectomy performed in the compensatory stages after unilateral vestibular loss 
caused a re-emergence of behavioural deficits induced by labyrinthectomy.  
In addition to the mechanisms operating at a brain stem level, more distributed CNS neural 
plasticity processes attempt to combat the dynamic symptoms stemming from deficient 
VOR function (Halmagyi et al., 2010; Lacour, 2006; Pfaltz, 1983). Sensory substitution 
processes facilitate an increase in the use of visual (Dieterich et al., 2007) and 
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proprioceptive cues (Strupp et al., 1998), in response to the reduced vestibular function. 
Manipulations of these sensory modalities after labyrinthectomy have been shown to affect 
the compensation process, for example, visual deprivation can lead to reduced recovery of 
the VOR and posturo-kinetic function (Zennou-Azogui et al., 1994; Zennou-Azogui et al., 
1996). Similarly, restriction of motor activity immediately after unilateral vestibular loss can 
result in delayed improvement of postural symptoms (Lacour et al., 1976).  
Behavioural compensatory mechanisms also serve to combat symptoms, including the 
insertion of a 'catch-up' saccade during high acceleration head turns, which aims to 
minimise the retinal slip arising from the impaired VOR. Additional behavioural strategies 
adopted by the patient may include blinking during head movement to minimise retinal slip 
and restricting head movements (Curthoys and Halmagyi, 1995). 
It is likely that several of these (and more) mechanisms operate concurrently in the early 
stages after vestibular injury. Additionally, imaging studies in patients with acute unilateral 
vestibular dysfunction show significant changes in widespread areas of the cerebral cortex 
(Bense et al., 2004; Dieterich and Brandt, 2008; Helmchen et al., 2009; 2011; Zu Eulenberg, 
2010).  These changes are thought to provide evidence of cortical correlates of multisensory 
central vestibular compensation processes. Furthermore, the study by Helmchen (2009) 
found correlation between structural changes in multi-sensory vestibular cortical areas and 
clinically assessed vestibular deficits, as well as subjective vestibular disability after 
vestibular neuritis.  However, the majority of research has traditionally focused on brain 
stem vestibular reflex function after vestibular injury, rather than tests of cortically based 
vestibular perceptual processing that may reflect the apparent cortical involvement in 
recovery from vestibular deficits. This research project aims to shift clinical thinking from 
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the ear and brainstem, up to the cerebral cortex by assessing perceptual processing in the 
recovery stages after unilateral vestibular failure arising from vestibular neuritis (see below) 
and its relationship to symptomatic recovery. 
 
Vestibular Neuritis 
In 1949 Hallpike coined the term vestibular neuronitis to classify patients presenting with 
severe vertigo with no cochlear component. Vestibular neuritis (VN) is a unilateral vestibular 
deficit affecting the peripheral vestibular organ (labyrinth or nerve), with a probable viral 
aetiology (Schuknecht and Kitamura, 1981). Acute onset is characterised by severe vertigo, 
disequilibrium, nausea and vomiting and is accompanied by static symptoms of spontaneous 
nystagmus and lateropulsion, resulting from the imbalance in tonic discharge between the 
healthy and affected vestibular afferents. Static symptoms will be mostly improved by 
around three months (Choi et al., 2007), however patients often show prolonged 
dysfunction on measures of dynamic vestibular function and have impaired VOR function on 
impulsive testing towards the ipsilesional side (Halmagyi et al., 2010) and increased body 
sway (Baloh et al., 1998), especially when walking (Allum and Adkin, 2003). The symptoms 
of vertigo and nausea can arise over a period of a few hours and although severe, drastically 
improve within a few days (Silvoniemi, 1988). However complete symptomatic recovery 
may take longer with a large variation shown between individuals in the time course of 






This research project aims to provide a multifactorial analysis of vestibular function and 
compensatory mechanisms after unilateral vestibular failure, in order to elucidate the 
factors affecting symptomatic recovery after vestibular neuritis. By investigating vestibulo-
perceptual, visual dependency and psychological factors, as well as vestibular reflex 
function, in patients during the acute and recovery stages of vestibular neuritis, this thesis 
will strive to deliver a comprehensive picture of how the central nervous system responds to 
acute unilateral peripheral vestibular injury. In addition, by comparatively evaluating how 
brainstem (VOR), cortical (vestibular perception), visual dependence and psychological 
factors evolve in VN patients, we may identify important predictors of symptomatic 
recovery.  
The results from VN patients tested in the acute (0-5 days after onset) and recovery (10 
weeks after onset) stages will first be discussed. Symptom outcome at the recovery stage 
will then be analysed in relation to brainstem, psychophysical (vestibular perception and 
visual dependency tests) and psychological measures in order to assess those factors 
important in symptom recovery. Findings from a long term follow up (10 months after 
onset) will provide validation of symptom recovery analysis and will serve to substantiate 
evidence for the predictive strength of factors important in symptomatic recovery.  
Chapters 1 and 2 will focus on psychophysical tests measuring threshold and supra-
threshold vestibular perception (respectively). Chapter 3 will outline findings for the visual 
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dependency (rod and disk) test, again with discussion relevant to that individual topic. 
Chapter 4 will explore the background of the relationship between psychological factors and 
balance functioning, and introduce the measures used currently to assess psychological 
processes. All measures will then be brought together in Chapter 5 in relation to symptom 
recovery.  The reader may refer to the paragraph in bold type at the end of each 
















This section will outline details of the vestibular neuritis patients who underwent the 
battery of tests reported in this thesis, including details of recruitment and clinical 
examination. In addition results from conventional clinical balance tests, used here to 




Vestibular neuritis patients were recruited from the Accident and Emergency departments 
of Charing Cross, Hammersmith and St Mary's Hospitals in the Imperial College NHS Trust, 
London. All suspected VN patients were seen by an experienced neuro-otologist to confirm 
diagnosis and eligibility for inclusion in the study. Patients with a previous history of 
peripheral vestibular disorders, tinnitus, hearing loss or neurological disease were excluded 
from the study.  
Thirty-one patients (mean age 46.5 years, range 22-75, 13 females) were tested in the acute 
(1-5 days after onset; median = 2 days) and recovery (N=25, 6-16 weeks, median = 10 
weeks) phases of vestibular neuritis. Eighteen of these patients were also seen in a long 
term follow up stage (>6 months, range 6-22 months, median = 10 months), and serve to 
validate acute and recovery stage findings. All patients presented with a history of sub-acute 
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to acute onset of rotary vertigo, nausea and postural imbalance within the week prior to 
examination and diagnosis was confirmed by clinical examination and vestibular testing, 
showing unilateral vestibular impairment. Twenty-four patients received antiemetic 
medication (prochlorperazine/cyclizine) in the acute stage only, as was standard treatment 
for nausea and vomiting and only three patients received medication on the day of testing. 
No patient received corticosteroid therapy.  Patients had no other ontological, orthopaedic 
or neurological disorders. Informed consent was obtained and each patient was made 
aware of their right to withdraw from the study at any time. Patients were informed of the 
longitudinal nature of the follow up study in the acute stage and were contacted by phone 
after initial testing to organise follow up testing sessions.   If patients reported difficulty in 
attending any follow up session due to transport problems or impairment due to dizziness, 




In the acute stage clinical examination revealed unidirectional horizontal nystagmus with a 
slight torsional component, a positive horizontal head impulse test (Halmagyi and Curthoys, 
1988), unsteadiness and lateropulsion, and no hearing impairment. There were no signs of 
neurological disorder according to published clinical criteria (Kattah et al., 2009; Seemungal 
and Bronstein, 2008).  Clinical examination in the recovery stage revealed nine patients with 
a positive head thrust test and three patients with benign paroxysmal positional vertigo1 
(BPPV, shown by positive Hallpike manoeuvre). Seven of the 25 patients seen in the 
                                                             
1 Benign paroxysmal positional vertigo (Furman and Cass, 1999) is a condition where patients experience 
episodes of short duration rotational vertigo associated with head movement, due to free-floating endolymph 
particles in the semi-circular canals.  
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recovery stage had a history of migraine, as reported clinically or by patients scoring more 
than 3 on the Migraine Screen Questionnaire (Lainez et al., 2010).  
 
Conventional vestibular testing 
Since vestibular neuritis is a unilateral disorder, the only procedure that allows mono-
otological quantification of vestibular function is the caloric test.  The caloric test involves 
the irrigation of the external auditory canals with warm (44˚) and cold (30˚) water, in order 
to induce endolymphatic flow in the semi-circular canals by creating a temperature gradient 
from the external canal to the internal ear (Schmaltz, 1932). The resultant nystagmus is then 
measured in order to quantify the VOR response. Patients were laid in the supine position 
with head tilted 30˚ up, in order to stimulate the horizontal canal. Patients underwent four 
irrigations, one warm and one cold, to each ear. Canal paresis measurements provide 
quantification of the degree of unilateral weakness and expresses weakness in the induced 
nystagmus in one ear, compared to that obtained from the opposite ear. Peak slow phase 
velocity of the induced nystagmus is measured for each irrigation and canal paresis is then 
calculated using Jongkees formula (Jongkees et al., 1962, please see below).  
 
In order to assess the overall level of reduction in vestibular function we will report the 
‘average caloric function’ (defined as average peak slow phase eye velocity across the four 
irrigations), as well as canal paresis. Average caloric function was measured in addition to 
canal paresis as during the acute stages of VN a contralesional suppression of VOR 
(warm right + cold right ) – (warm left + cold left) 
warm right + warm left +  cold right + cold left  
X 100  Canal paresis (%) =  
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responses is apparent (Baloh et al., 1984; Magnusson et al., 1989) and so a low percentage 
canal paresis value may not necessarily indicate good peripheral function and may merely 
reflect a bilateral suppression of vestibular function. VOR responses to 90˚/s velocity steps 
were also recorded using bi-temporal electro-oculography (EOG) from adhesive electrodes 
on the outer canthi of the eyes, which provided VOR gain measurements (peak slow phase 
eye velocity/peak stimulus velocity).  
Table 1 shows peak slow phase velocity of nystagmus induced for each irrigation in all 
patients acutely and at the recovery stage. Acutely, all patients, except two, presented with 
abnormal degree of canal paresis on testing (above 20%, Coats, 1966). These patients had a 
canal paresis of 18 and 19.2% on testing and unilateral vestibular failure was confirmed 
further by clinical history, positive head-thrust test, spontaneous nystagmus and low 
average caloric function (4.2 and 10˚/s, respectively). Average caloric function across 
patients was 17.16:/s (sd 9.04), with 63.61% (sd 25.29) canal paresis in the acute stage. In 
the recovery stage, average caloric function increased to 23.94:/s (sd 12.55), with a 



























































Table 1 - Caloric test results for patients in the acute and recovery stages after VN. Peak slow phase eye 
velocity (SPV,˚/s) is shown for each irrigation, in addition to canal paresis (%), calculated using Jongkees 
formula. Contra. =  contralesional. Ipsil. = Ipsilesional 
 
Acutely, the mean VOR gain was 0.31 (sd 0.14) ipsilesionally and 0.50 (sd 0.18) 
contralesionally. Ipsilesional VOR gain for patients was significantly lower than normal 
subjects [F(1,58)=52.04, p<0.001] acutely. All patients showed ipsilesional VOR gain of less 
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than 0.57 (range 0.08-0.57), compared to normal subjects whose mean VOR gain ranged 
from 0.27-0.73 (normal VOR gain - mean 0.55). There was an improvement in VOR gain 
asymmetry by the recovery stage with ipsilesional VOR gain increasing to 0.41 (sd 0.15) and 

















The vestibular system is capable of providing sufficient information for the perception of 
self-motion and humans are capable of orientating themselves using vestibular information 
alone, when visual, auditory and proprioceptive cues are minimised (Glasauer et al., 2002; 
Metcalfe and Gresty, 1992; Seemungal et al., 2008). The ability to discern when a sensation 
begins or ends is difficult and it is the métier of threshold studies to discriminate precisely 
when a stimulus becomes perceivable and at which point the vestibular organs will begin to 
respond.  
Reviews by Guedry (1965) and Clark (1967) show a wide variation in angular acceleration 
thresholds about an earth-vertical axis and report mean thresholds for detection of rotation 
to be between 0.035˚/s2. and 4˚/s2.  Guedry attributed the range of threshold measurements 
to individual differences across subjects, small samples, as well as differences in the 
psychophysical procedures and methods used to measure both the stimuli and the 
responses of subjects. For example, thresholds measured from perception of the  oculogyral 
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illusion2 have been shown to be lower than those taken from the conscious perception of 
the rotation itself (Clark and Stewart, 1968).   
The reviews by Guedry and Clark cover the vestibular psychophysical literature predating 
the mid 20th century, however more recently research has focused largely on brain stem 
reflexive responses. The studies that have charted perceptual thresholds have measured 
mainly otolith function and use linear translational and tilt stimuli (Carpenter-Smith et al., 
1995; MacNeilage et al., 2010; Merfeld et al., 2001; Soyka et al., 2011; Zupan and Merfeld, 
2008), although recently a some studies have sought to compare VOR and perceptual 
thresholds to horizontal angular rotation in normal subjects (Grabherr et al., 2008; 
Haburcakova et al., 2011; Seemungal et al., 2004). Seemungal and colleagues found a 
dissociation between vestibulo-ocular and vestibulo-perceptual thresholds to angular 
horizontal whole-body rotations and found that the angular acceleration required to reach 
perceptual thresholds (1.2˚/s2) was significantly higher than that for nystagmus generation 
(0.51˚/s2).  
The majority of vestibular threshold studies have used normal subjects and with the 
exception of a small number using patients with bilateral vestibular failure (Cutfield et al., 
2011a; Mallery et al., 2010; Miller and Graybiel, 1975), the effect of peripheral or central 
lesions on vestibular psychophysics is unknown.  Taking into account the fact that in other 
sensory systems, testing in humans often involves a perceptual threshold component, for 
example, snellen chart for visual acuity and audiometry for hearing, it is surprising to learn 
                                                             
2
 Oculogyral Illusion (Graybiel and Hupp, 1946) refers to the apparent motion of objects in the visual field 
associated with angular acceleration, in the opposite direction of rotation. Threshold studies measuring the 
oculogyral reaction consist of subjects being rotated in the dark with a fixed visual target and reporting when 
the visual target moves.   
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that the number of studies investigating the effect of vestibular injury on perceptual 
thresholds is lacking.  
Furthermore, investigation of vestibular thresholds in patients with unilateral vestibular 
dysfunction may provide information regarding the sensitivity of a single vestibular organ in 
detecting rotations in both directions. The balanced discharge rate of vestibular afferents at 
rest (Graham and Dutia, 1997), allows bidirectional modulation of activity in response to 
movement, with increases in firing rate for ipsilateral rotations and decreases for those 
contralaterally. For high acceleration rotations in the excitatory 'on' direction the firing rate 
may be driven upwards to around 400 spikes per second (Fernandez and Goldberg, 1971), 
however the firing rate may only be decreased to 0 spikes/s for rotations in the 'off' 
direction. Given that the resting discharge rate of vestibular afferents is 70-100 spikes per 
second (Fernandez and Goldberg, 1971), this 'inhibitory cut-off' is more likely to occur than 
excitatory saturation. This characteristic reflects an inherent asymmetry in how high 
acceleration vestibular information may be processed by the vestibular system unilaterally. 
Whether this asymmetry is present for threshold vestibular stimulations, where the 
inhibitory cut-off may not be reached, is unclear.  
This study aims to investigate the effect of unilateral peripheral injury on the abilities of 
patients to detect angular accelerations around a horizontal (yaw) axis, and more 
specifically, to answer the question of whether vestibular thresholds are bilaterally or 
asymmetrical raised.  Therefore we simultaneously measured vestibulo-ocular and 







Vestibular neuritis patients carried out the threshold vestibular perception test in the acute 
and recovery stages after onset (for patient details, please see Clinical Material section). 
Thirty-one control subjects (mean age = 41.9 years, range 22- 72, females 12) with no 
history of neurological or otological problems provided normative data. Three patients with 
bilateral vestibular failure (mean age - 57 years, two patients with gentamicin exposure and 
one with idiopathic vestibular failure) were also tested in order to validate the threshold 
protocol used.  
This threshold vestibular perception test provides a measurement of both vestibulo-
perceptual and vestibulo-ocular thresholds in responses to horizontal rotations. Subjects 
were seated in a vibration free motorised rotating chair (Contraves, USA) with a hand-held 
controller with two push buttons (Figure 1.1), one to indicate perception of left and on the 










Figure 1.1 - Experimental set up for the threshold vestibular perceptual test. Subjects are seated in a rotating 
chair and are asked to press a hand held direction specific push button according to which direction they feel 





The test consisted of 6 rotations (3 right and 3 left) – the rotation stimulus was a step-wise 
acceleration curve (Figure 1.2), where the subject was rotated from an initial acceleration of 
0.5°/s2 that increased by 0.5°/s2 every 3 seconds, until maximal velocity of ~90°/s is 
reached. The subjects were instructed to press the right button if they felt they were 
rotating to the right and to press the left button if they felt they were rotating to the left. 
They are told to press the button as soon as they are sure they are moving in that direction 
and to not press any button if they are not sure if they moving or if they are not sure what 
direction they are moving in. After each rotation the lights were turned on and subjects 














Figure 1.2 - Velocity curve output produced by the step-wise acceleration rotation stimulus used in the 





Vestibulo-ocular responses were recorded with EOG, which provides accurate measurement 
of eye position data for each subject. In order to produce slow phase eye velocity (SPV) 
curves from which threshold measurements are taken, the raw eye position (nystagmus) 
trace is differentiated and the fast phase removed, generating desaccaded eye velocity data. 
The fast phases were identified by using an acceleration criterion and removed, the 
resultant gaps were filled with mean pre and post values obtained with a 50-sample moving 
average (in-house software by Mr David Buckwell).  
EOG (vestibulo-ocular), button push and rotating chair tachometer signals were acquired 
online and stored on a non-networked computer at a sampling rate of 250 Hz.  
Figure 1.3 shows calculation of vestibulo-ocular (VOR) and vestibulo-perceptual thresholds 
in an acute VN patient. The perceptual threshold is measured by time taken from chair 
acceleration onset to button push. The VOR threshold was measured from chair onset to 
the point at which the slow phase eye velocity curve left the baseline and did not return. 
Position and differentiated eye movement traces are also looked at in comparison, in order 
to confirm SPV threshold measurements. For examples of the raw eye position, 
differentiated and desaccaded (SPV) eye movement traces please see Figure 1.3. Any resting 
spontaneous nystagmus present is included in baseline responses and thus is excluded from 
threshold measurement. If the subjects’ threshold is not reached within a trial (i.e. the 
subject fails to perceive rotation and does not press the button or there is no change in slow 
phase eye velocity) then a threshold of maximum trial duration is taken (30 seconds). Both 
vestibulo-perceptual and vestibulo-ocular thresholds are measured for each trial and a 
median taken for rotations towards both the healthy side (contralesional) and the affected 
side (ipsilesional) for each patient. The median threshold is taken in order to eliminate any 
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bias in averaging maximum threshold values, due to a patients' threshold not being reached 


















Figure 1.3 - Vestibular threshold analysis: illustrating steps for calculating VOR and perceptual thresholds for 
both right and left chair rotations in a subject with spontaneous nystagmus, fast phase to the right, due to 
acute loss of left peripheral vestibular function. Note the angular motion modulates the existing nystagmus 
allowing calculation of a threshold.  The vertical solid bars represent chair motion onset.  
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Development of the threshold vestibular test 
Conventional psychophysical methods for the measurement of sensory thresholds often 
require subjects to select one of two alternative answers when presented with a stimulus.  
Detection paradigms, where a proportion of trials contain a stimulus and the remainder do 
not (null stimulus trials), dictate that subjects must answer yes or no to the question of 
whether a stimulus is present; pure tone audiometry is a common example of the detection 
paradigm, where the patient signals whether or not they hear a tone. Recognition tasks 
require subjects to discriminate leftward versus rightward motion and signal accordingly (for 
example, Benson et al., 1989; Grabherr et al., 2008; Zupan and Merfeld, 2008). These 
methods allow evaluation of thresholds whilst taking into account the decision processes via 
which subjects provide responses or 'response bias'  (Green, 1966 8 /id), which may in turn 
affect measurements regarding the sensitivity of the subject to the given stimulus. In a 
detection paradigm, the decision or response bias may be calculated by comparing the 
probability of attaining an output ('yes' response) under the no signal condition versus 
conditions where the signal is present ('false alarm rate' and 'hit rate', respectively) or by 
calculating probability based on percent correct in the recognition task.  
Based on these classical threshold testing frameworks a number of protocols were devised 
for the measurement of VOR and perceptual thresholds in acute VN patients. A selection of 
acute VN patients were first tested using a 'stair-case' method (employed previously by 
Seemungal et al., 2004), which delivers rotations of constant accelerations via an automated 
modified binary search algorithm. However, this protocol was found not to be suitable for 
use with acutely vertiginous patients, due to the number of trials required. A number of 
manual protocols were then tested, which attempted to reduce the number of trials 
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required. These involved giving subjects separate discrete rotations of differing constant 
accelerations and asking them to signal whether the stimulus was present or not. In 
addition, protocols were tested that involved constant accelerations followed by a 
deceleration period, whereby the subject was asked to assess whether there had been a 
change in direction. However, these protocols involving manual presentation of differing 
acceleration curves proved to ineffective and time consuming, and were again inappropriate 
for use with acute patients. Furthermore, in order to accurately assess when VOR thresholds 
had been reached online analysis of the EOG eye movement signal was required and for 
discrete accelerations around threshold it proved to be very difficult to ascertain if the VOR 
threshold had been reached.   
The current protocol allows both VOR and perceptual thresholds to be calculated within 
each rotation via the administration of step-wise acceleration curves. This protocol presents 
a slight amalgamation of classic psychophysical testing paradigms and does not limit the 
responses of subjects to one of two answers. Instead the protocol requires subjects to 
indicate whether they feel a rotation to the right or left (recognition), however if they do 
not feel a stimulus they are instructed to not press any button (detection). Although this 
protocol fulfils an important consideration in testing acutely ill patients in that is does not 
necessitate the administration of a large number of trials, there are some limitations. For 
example, response bias of subjects as calculated using 'false alarm' rate in the classical sense 
may not be appropriate as subjects were not required to respond to rotations if they did not 
perceive them. Conventionally a trial where a subject did not press any button may count as 
a missed trial, however there was no opportunity for the subjects to respond conversely, by 
correctly 'rejecting' (no button) trials where a stimulus was not present (as all trials 
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contained rotations). However, the major advantage of this testing paradigm was the short 
duration of the test, which served to minimise errors due to fatigue etc in acutely ill 
patients. We attempted to minimise the effect of response bias in the measurement of 
perceptual thresholds by the implementation of standardised clear instructions across all 
subjects. All subjects were given clear instructions that they were only to press the right or 
left button if they felt rotation in that direction, furthermore they were explicitly instructed 
that if they felt movement but they were not sure of the direction they were not to press 
the button. In addition, all wrong button pushes were documented. Three patients with 
bilateral vestibular failure were also tested in order to validate the test protocol. These 
patients when tested did not detect the angular rotation within the time frame of the test 
(30 seconds) and correspondingly did not press the buttons. In addition the perceptual 
thresholds attained in normal subjects using the current protocol (confidence interval for 
the mean = 8.2 - 13.8°/s) are comparable with perceptual thresholds reported in previous 
published data (Clark B, 1967; Guedry, 1965; Seemungal et al., 2004). Preliminary findings 
charting vestibular thresholds using the current method has been published for a small 
number of our acute VN patients (Cutfield et al., 2011). 
 
Statistical analysis 
All patients were compared to normals using one-way ANOVA’s for both acute and recovery 
stage data. Contralesional thresholds correspond to thresholds for rotations towards the 
healthy side and ipsilesional, for rotations towards the affected side. Normal thresholds for 
right and left rotations were compared to patients' contralesional and ipsilesional 
thresholds, respectively, for both VOR and perceptual data.   
44 
 
Patient ipsilesional VOR thresholds were shown to slightly deviate from the normal 
distribution (acute – Z=0.18, p=0.03; recovery - Z=0.201, p=0.013). However, all perceptual 
measures, contralesional VOR patient data and normal data was shown to be normally 
distributed and so the ANOVA analysis outlined below was carried out.  
In order to maximise number of patients included in analysis, separate 2x2 repeated 
measures ANOVA's were carried out for acute and recovery stage data, with factors - 1. 
Response type, with two levels - perception and VOR. 2 - Rotation direction, with two levels 
- contralesional and ipsilesional and between-subjects factor, patients versus normals. In 
addition, a 2x2x2 repeated measures ANOVA were carried out in order to incorporate all 
factors and to provide a statistical comparison of acute and recovery stage data. The 
repeated measures ANOVA therefore included an additional factor - Stage, with two levels - 
acute and recovery. Only patients in whom both contralesional and ipsilesional thresholds 
were attained for perceptual and VOR responses were included in repeated measures 
ANOVA analysis. In five patients at the acute stage, both contralesional and ipsilesional 
thresholds (n=2 perception, n=6 VOR) were bilaterally higher than could be measured within 
the limits of the threshold test and so were excluded. Acutely, VOR data for one patient was 
excluded, due to technical problems in the acquisition of eye movement data.  Significance 









Figure 1.4 demonstrates that at acute and recovery stages, perceptual and VOR thresholds 
show similar patterns; normal threshold values are shown as horizontal shaded bands 
ranging between 3.3 and 4.5°/s for VOR and 8.2 and 13.8°/s for perception, comparable 
with previous published data (Clark B, 1967; Guedry, 1965; Seemungal et al., 2004). Acutely, 
all patient thresholds are asymmetrically raised above normal levels, with ipsilesional 
thresholds higher than those contralesionally. In the recovery stage both vestibulo-
perceptual and vestibulo-ocular thresholds decrease towards normal levels, however a 
































Figure 1.4 - Box plots showing perception and VOR thresholds for VN patients in acute and recovery stages. 
Boxes represent inter-quartile range, with median (solid horizontal black bar), outliers (circles) and extreme-
outliers (stars) shown. Dual y-axis shows time taken to reach threshold (seconds) and chair velocity at 
threshold (°/s). Patients whose thresholds were not reached bilaterally (i.e. for both contralesional and 
ipsilesional rotations) were excluded. Shaded bands represent the 95% confidence interval of the mean (CI) for 
31 normal subjects.  
 
Acute stage  
Patients thresholds were bilaterally higher than normal subjects for both perception 
[contralesional - F(1, 60)=6.52, p=0.013; ipsilesional – F(1, 60)=22.18, p<0.001] and VOR 
[contralesional - F(1, 55)=12.48, p=0.001; ipsilesional – F(1, 55)=36.23, p<0.001]. 
Acutely, patient VOR and perceptual thresholds are asymmetrically raised above normal. 
Analysis revealed patient thresholds for rotations towards the affected side were 
significantly higher than thresholds towards the healthy side [main effect, contralesional-
ipsilesional – F(1, 54)=26.34, p<0.001; interaction effect, contralesional-
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ipsilesional*patients-normals – F(1, 54)=19.8, p<0.001]. Furthermore, the lack of significant 
interaction between contralesional-ipsilesional and perception-VOR (p=0.69), suggests the 
degree of asymmetry is similar for VOR and perceptual thresholds.  
 
Recovery stage  
Although a clear trend towards normal levels and a reduction in asymmetry was present 
(see Figure 1.4), one-way ANOVA’s showed VOR thresholds remained significantly higher 
than normals for both contralesional [F(1,53)=11.99, p=0.001] and ipsilesional 
[F(1,53)=15.37, p<0.001] rotations. Perceptual thresholds also remained slightly higher than 
normals bilaterally, however this difference was not significant.  
A reduction in asymmetry between contralesional and ipsilesional thresholds was evident at 
the recovery stage, however a marginally significant main effect of contralesional versus 
ipsilesional thresholds remained [F(1,53)=5.22, p=0.03].  
Perceptual thresholds were significantly higher than VOR thresholds at both acute 
[F(1,54)=82.29, p<0.001] and recovery [f(1,53)=47.84, p<0.001] stages, however this 
difference was consistent between patients and normals (perception-VOR*patient-normal 
interactions = ns).   
 
Incorrect button pushes  
Button pushes in the wrong direction (for example, right button push on left rotation) were 
quantified. Normal subjects were not shown to have any wrong button pushes. In the acute 
stage, N=2 patients showed incorrect button pushes consistently for contralesional 
rotations across the three trials. For an additional N=4 patients, an incorrect button push 
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occurred during one rotation only (N=1, ipsilesional rotation; N=3, contralesional rotation). 
At the recovery stage, there were no wrong button pushes noted for any patients. These 
findings show that the majority of patients performed well in the button pushing task. The 
fact that incorrect button pushes occurred only in the acute stage suggests that they may be 
resultant from a distortion of perceptual signals arising from acute vertigo sensations (which 
are no longer present at the recovery stage).  
Correlational analysis revealed no relationship between canal paresis and degree of 
asymmetry in vestibulo-ocular or vestibulo-perceptual thresholds at the acute (Figure 1.5) 



















































Figure 1.5 - Scatter plots showing association between canal paresis (%) and absolute percentage asymmetry 


































Figure 1.6 - Scatter plots showing association between canal paresis (%) and absolute percentage asymmetry 





Both perceptual and VOR thresholds show similar responses in acute VN and are bilaterally 
and asymmetrically raised, with thresholds for rotations towards the affected (ipsilesional) 
side being significantly higher than those towards the healthy (contralesional) side. 
Vestibular thresholds improve at recovery and reduce towards normals levels with a 
concurrent reduction in asymmetry.   
 
Discussion 
Following unilateral vestibular injury both ocular and perceptual thresholds follow a similar 
pattern and are asymmetrically raised above normal thresholds, with ipsilesional thresholds 
being significantly higher than those contralesionally. Previous studies have found an overall 
increase in thresholds in response to bilateral vestibular failure (Cutfield et al., 2011a; 
Mallery et al., 2010; Miller and Graybiel, 1975), however present results show for the first 
time, asymmetric thresholds after unilateral peripheral vestibular injury (preliminarily 
reported in Cutfield et al., 2011).  
 
Bilateral increase in vestibulo-perceptual and vestibulo-ocular thresholds in vestibular 
neuritis 
Although asymmetrical, vestibular thresholds show a bilateral increase for both ipsilesional 
and contralesional rotations. Due to the push-pull paired nature of the semi-circular canals, 
where one canal will respond to rotations in both directions and as such, one might expect a 
reduction in peripheral sensitivity bilaterally in the case of unilateral injury.  As opposed to 
other sensory systems, the functional directional coupling between canal pairs makes them 
a de facto functional unit. Neuronal recordings in vestibular nuclei of guinea pigs after hemi-
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labyrinthectomy show an increase in the resting firing rate of contralesional type I neurons, 
with a concurrent reduction in sensitivity to horizontal angular rotations (Rix and Godaux, 
1998). Furthermore, in the case of acute VN there is a loss of information from type II 
neurons from the affected side, which would, in a normal state, convey information 
regarding contralateral rotations. 
 In addition, previous studies show evidence of central suppression mechanisms that 
operate acutely to reduce contralesional responses (Magnusson et al, 1989; Baloh et al, 
1984). The erroneous signals resulting from the vestibular lesion and the illusions of rotation 
present in acute VN, could be argued to cause an increased level of 'noise' within the 
system, both at a brain stem and perceptual level. According to the concept of the signal to 
noise ratio, any increase in level of noise would require a similar increase in level of the 
stimulus in order for it to become perceivable. Furthermore, if looked at in terms of the 
Weber-Fechner law3, which pervades all studies in psychophysics, the higher the level of 
noise present within the system, the larger the signal required for perception. A study 
carried out by Kyriakereli and Cousins et al (manuscript in preparation) investigating the 
effects of unilateral transcranial direct current stimulation (tDCS) on vestibular thresholds, 
also found a bilateral increase in vestibulo-perceptual thresholds of horizontal angular 
acceleration. The unilateral application of tDCS may be argued to be inducing 'noise' into 
the system as a whole, resulting in bilaterally raised thresholds. However, the presence of 
'noise' in acute VN does not appear to preferentially affect any higher level cognitive 
                                                             
3
 The Weber-Fechner law describes the relationship between the physical magnitudes of a stimulus and 
perception of that stimulus. It operates around a principle of relativity and states that in order for a difference 
in stimulus intensity to be perceived, the stimulus must differ by a constant proportion, rather than a constant 
amount. In the case described here, in order for the stimulus (rotation) to become perceivable, it would have 
to differ from the back ground 'noise' by a certain proportion - the more noise, the more stimulus (increased 
rotational acceleration) needed for perception.  
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processes inherent to the perceptual task. This is shown by the similarity between patients 
and normals in the difference between perceptual and VOR thresholds. Vertigo appears to 
introduce a DC shift (in engineering terms) by increasing both VOR and perceptual 
thresholds acutely. However, incorrect button pushes by a small number of patients, in the 
acute stage only, may suggest some distortion in the perceptual processing of the rotational 
stimuli due to the vertigo sensations experienced in acute VN.   
 
Asymmetrical vestibular threshold responses  
In light of the peripheral asymmetry present in acute VN, an asymmetry in vestibular 
thresholds may not be entirely unexpected, however somewhat surprisingly threshold and 
caloric findings do not correlate. The thermal (caloric) input acts as a long duration, low 
frequency stimulus that is processed via central brain stem/cerebellum pathways, however 
threshold measurements are not processed via the velocity storage mechanism (Grabherr et 
al., 2008). 
Furthermore, although the resting discharge rate of the vestibular nerve facilitates 
detection of acceleration in both ‘on’ (excitatory) and ‘off’ (inhibitory) directions (Duensing 
and Schaeffer, 1958), the threshold asymmetry observed in acute VN indicates that the 
cupula of the healthy ear responds preferentially in the ‘on’-direction. Studies comparing 
'off' and 'on' direction units in the vestibular nuclei of healthy animals have shown neurons 
responding to contralateral rotations to have a higher resting discharge rates and largely 
absent responses to low accelerations of 1.25˚/s2 (Waespe and Henn, 1979). Furthermore, 
of 306 vestibular nuclei units recorded by Shimazu and Precht  (1966), 90 increased firing 
rate for contralateral horizontal rotations, compared to 205 units that increased firing rate 
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for ipsilateral rotations. Reduced activity in off-direction units from the affected ear, 
coupled with increased activity in on-rotational type I units (resulting from loss of inhibitory 
drive from the affected ear) may lead to increased motion detection thresholds towards the 
healthy side observed acutely. Although the contralateral organ does provide a limited 
amount of information providing some signal in the ‘off’ direction, current results suggest 
the majority of information concerning ipsilateral rotations is provided by the organ on that 
side. 
Current results show parallel findings for VOR and perceptual thresholds and show both 
similar degrees of asymmetry after acute VN. Benson (1990) commented on the agreement 
between perceptual and VOR thresholds and illustrated the similarity of the relative gain of 
the human perceptual process for detecting angular movement (Benson et al., 1989) and 
the gain of units responding to rotational stimuli in the primary afferents of the squirrel 
monkey (Goldberg and Fernandez, 1971). Although perceptual thresholds are higher than 
VOR, in agreement with previous findings (Seemungal et al., 2004), we did not observe 
differences in the degree of asymmetry between ipsi- and contralesional VOR or perceptual 
thresholds acutely following UVL, suggesting that perceptual thresholds undergo minimal 
additional processing by the cortex. The current findings showing perceptual thresholds to 
be indicative of peripheral function are in agreement with previous experimental work, 
which found perceptual thresholds to be asymmetrically modulated by galvanic vestibular 
stimulation applied to the mastoid processes of normal subjects (Cutfield et al., 2011).  
By "bypassing" central mechanisms that serve to modify vestibular responses, threshold 
measurements may in fact represent a more basic level of peripheral vestibular function, 
reflecting the sensitivity of the peripheral receptor; as much as simple visual, auditory and 
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tactile thresholds (for example, Zhang et al., 2011) are also preferentially sensitive to lesions 




















Supra-threshold vestibular perception 
 
Introduction 
In comparison to the vestibulo-ocular reflex, relatively little is known about the mechanisms 
underlying vestibular perception. Numerous studies have documented areas of the cerebral 
cortex argued to mediate processing of vestibular sensations and provide evidence of an 
extensive vestibulo-cortical projection. In contrast to investigations of threshold detection 
of vestibular stimuli presented in Chapter 1, the present chapter will focus on vestibular 
responses to supra-threshold stimuli.  
 
Vestibular perceptual tests 
Various techniques have been developed to assess the behavioural correlates of the central 
processing of vestibular perception. The perception of rotation has been investigated in a 
number of experiments that assess the ability of subjects in estimating angular 
displacements (Mergner et al., 1991; Metcalfe and Gresty, 1992). The 'vestibular memory 
contingent saccade' paradigm (Bloomberg et al., 1988; Bloomberg et al., 1991) has been 
used to investigate the vestibular contribution to perception of self-rotation. Subjects are 
asked to match the amplitude of a preceding head angular displacement with a voluntary 
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ocular saccade of equal amplitude in the opposite direction in the dark. Normal subjects are 
able to accomplish this task easily and resulting saccades are argued to represent a 
conscious motor readout of the vestibular percept (Bloomberg et al., 1988). These findings 
are substantiated by findings that bilateral labyrinthine defective patients are unable to 
produce accurate saccadic eye movements to compensate for lateral displacements in the 
dark (Israel and Berthoz, 1989). Path integration processes have also been assessed in 
subjects during vestibular navigation experiments (Israel et al., 1996; Metcalfe and Gresty, 
1992; Seemungal et al., 2007; Seemungal et al., 2008), in which subjects are passively 
rotated in the dark and are required to re-orientate themselves back to the starting point. It 
is argued that areas of the posterior parietal cortex represent the neuro-anatomical 
substrate for human path integration - repetitive transcranial magnetic stimulation, when 
applied to the posterior parietal cortex, was found to disrupt perceptual encodings of spatial 
displacement (Seemungal et al., 2008).   
Although the types of experiment outlined above provide insight into the capabilities of the 
vestibular system in sensing self-motion, they are limited in the degree to which their 
findings, regarding vestibular perception, may be compared with VOR function. The net 
signal from the population of semi-circular canal afferents to the brain corresponds to head 
velocity (Buttner and Waespe, 1981). Information regarding angular displacement is 
acquired via an integration process that occurs in the central nervous system, where 
velocity signals are integrated over time to give displacement values (Taube, 2007). In 
contrast, the majority of experimental investigation into vestibulo-ocular reflex function is 
based on measures of slow-phase eye velocity. In order to directly compare vestibulo-
perceptual and vestibulo-ocular mechanisms, measurements of angular velocity perception 
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during self-motion are needed. Indeed, prior to eye movement recordings becoming widely 
available, psychophysical testing using angular velocity vestibular stimulation was used as a 
tool for clinical vestibular assessment (Guedry, 1965). The method of testing termed 
'cupulometry' (van Egmond et al., 1948) measured duration of nystagmus and subjects 
reported duration of sensation (Aschan et al., 1952; Hulk and Jongkees, 1948). More 
recently Okada and colleagues (1999) have developed a test that allows simultaneous 
measurement of vestibulo-ocular and vestibulo-perceptual responses to angular velocity, 
which has been applied in both normal and patient populations (Bronstein et al., 2008; 
Grunfeld et al., 2003; Seemungal et al., 2007).  
 
Vestibular angular velocity perception 
In response to prolonged constant horizontal angular acceleration slow phase eye velocity 
decays exponentially with a time constant of approximately 17 seconds (Buttner and 
Waespe, 1981; Cohen et al., 1981). This response is mediated by a velocity storage 
mechanism that serves to prolong the ocular response to constant velocity stimulation, thus 
improving the low frequency VOR response (Raphan et al., 1979). The degree to which the 
response dynamics of the vestibulo-ocular reflex show similarity to those of vestibular 
perception is uncertain, with some studies showing dissociation between reflexive and 
perceptual responses (Hulk and Jongkees, 1948; Melvill Jones et al., 1964; Stahle, 1957).  
More recent studies have found vestibulo-ocular and vestibulo-perceptual responses to 
have similar decay and duration characteristics in normal subjects and argue that they are 
processed via the same brain stem based velocity storage integrator (Okada et al., 1999).  In 
agreement, Bertolini and colleagues (2011) found in normal subjects that the decay portion 
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of slow phase eye velocity and perceptual responses to horizontal angular velocity steps 
could be accurately fitted with the sum of the same two exponential functions, accounting 
for semi-circular canal and central (velocity storage) time constants. Findings from both 
Okada and Bertolini suggest that vestibulo-perceptual responses are mediated by the same 
brain stem velocity storage integrator responsible for eye movement responses. 
Furthermore, both studies postulate the existence of an additional velocity storage 
mechanism, similar to that found in the brain stem, at a perceptual (cortical) level. 
Patients with congenital nystagmus also show reduced vestibular velocity storage and have 
significantly shortened vestibulo-perceptual time constants (Okada et al., 1999). This is 
argued to arise from the continuous movement of retinal images and may be regarded as an 
adaptive mechanism aimed at reducing visuo-vestibular disorientation in patients with 
excessive retinal instability. This conclusion is substantiated by findings from Grunfeld et al 
(2003), which showed a similar reduction in vestibulo-perceptual responses in patients with 
acquired chronic external ophthalmoplegia. Prolonged exposure to excessive retinal image 
motion can lead to symptoms of malaise and nausea and so the reduction in vestibular 
perception may be seen as a compensatory mechanism to guard against such symptoms 
(Grunfeld et al., 2003; Okada et al. 1999). 
Studies that have charted vestibular perceptual function in the recovery stages after 
vestibular neurectomy, have measured subjects' ability to reproduce angular rotational 
displacements and VOR responses to horizontal angular rotations (Brookes et al., 1994; 
Kanayama et al., 1995). These studies found correlation between estimates of displacement 
and vertigo/balance problem ratings, and patients who reported more symptoms had 
poorer performance in the perceptual tasks. VOR function was not found to be associated 
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with symptoms, in agreement with a number of other studies, which have failed to find 
correlation between brain stem reflex function and symptomatic recovery (Godemann et 
al., 2005; Kammerlind et al., 2005; Palla et al., 2008). In view of the wealth of studies that 
have investigated VOR function in acute peripheral vestibular injury, comparatively little is 
known about vestibular perceptual function in vestibular disease.  
The present study will directly compare supra-threshold vestibulo-perceptual 
andvestibulo-ocular responses to horizontal angular rotations in VN patients during the 
acute and recovery stages. On the basis that the vestibular system is hierarchically 
organised  (Chen et al., 2011), one would predict that “low” and “high” vestibular 
processes would dissociate more prominently during the acute phase of VN, where 
disruption is maximal. We hypothesise that perceptual mechanisms operating acutely are 
distinct to brain stem reflexes and are actively engaged in the central compensation 
process in acute VN.   
 
Method 
Vestibular neuritis patients carried out the Supra-threshold Vestibular Perception test in the 
acute and recovery stages after onset (for patient details, please see Clinical Material 
section). Patients were compared to normal controls (N=31, mean age 42 years, range 22-
88, 14 females). 
Vestibulo-ocular and vestibulo-perceptual responses were measured during 90˚/s velocity 
steps (starting-stopping Barany rotational test) lasting approximately 60 seconds, with 
acceleration/deceleration phase of 1 second. A total of eight acceleration/decelerations 
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were given to each subject, two rotations to each side and stop. After each rotation (and 
accompanying stopping response) the lights were turned on and subjects were given a 
break of approximately 30 seconds.  Velocity steps of 90˚/s were chosen as these provided a 
vestibular stimulus that was clearly supra-threshold and for comparison with previous 
studies utilising the same technique (Bertolini et al., 2011; Grunfeld et al., 2003; Okada et 
al., 1999).  
Vestibulo-ocular (VOR) responses were measured with EOG (for signal processing details 
please see page 32). In brief, EOG records eye position data which is then converted into 
slow phase eye velocity data. The resultant SPV curve is manually inspected for artefacts, 
which are then removed. Artefacts may include blinks and those resulting from the 
desaccading process – when the slow phase of nystagmus is of a comparable velocity to the 
fast phase the desaccading process removes both slow and fast phases, rather than the fast 
phase alone, creating an artefact in the SPV curve. For examples of the raw eye position, 
differentiated and SPV eye movement traces please see Figure 1.2.   
Figure 2.1 illustrates the experimental set up for the supra-threshold vestibular test. 
Perceptual responses were measured by subjects turning a tachometer wheel after the 
accelerations/decelerations according to their perceived rotational velocity. After 
familiarising themselves with the apparatus, subjects were instructed to turn the wheel at 
maximal speed on starting (or stopping) rotation, as these are the points of maximal 
subjective (and ocular) angular velocity. They were then told to reduce the wheel turning 
speed gradually as they feel their own perceived rotational velocity slow down and to stop 
turning the wheel when they feel that they had stopped. The procedure feels completely 
natural and intuitive to the subjects and it has been validated in a number of normal and 
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patient studies (Bronstein et al., 2008; Grunfeld et al., 2003; Seemungal et al., 2007; Sinha et 
al., 2008). In addition, a previous study carried out by Sinha and colleagues (2008) compared 
three methods of measuring perceived angular velocity at supra-threshold level including, 
the method of wheel turning used currently, in addition to button pushing and changing the 
static position of a dial. All three methods shows similar quantitative measures of vestibular 
perception, suggesting that any motor components that may be involved in the turning of 
the tachometer wheel do not bias vestibular perceptual measurements.  
 
The tachometer wheel used to communicate vestibulo-perceptual responses is an optical 
encoder which gives out, from its control box where it is decoded, a velocity signal. The 
encoder is an incremental encoder and gives a stream of pulses, along with a direction 
pulse. The decoder counts the frequency of the pulses from the encoder and gives an 











Figure 2.1 - Experimental set up for the supra-threshold vestibular test. Subjects are seated in a rotating chair, 
with a chair-mounted hand held tachometer wheel apparatus (as in Okada et al., 1999) and rotated at 90°/s 
velocity steps to the right and left.   
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The tachometer output produces an overall exponentially decaying curve indicating the 
subject’s perception of self rotation. Although the peak (amplitude) of the perceptual curve 
is uncalibrated, this test allows accurate measurement of the time constant of decay of the 
vestibular response as derived from a fitted exponential. Additional direct measurements 
(i.e. not requiring the assumption of an exponential decay) are duration of the response and 
the ‘area under the curve’ (AUC) of the amplitude-normalised tachometer-wheel trace. 
Before calculation of time constant, duration or AUC measurements the raw velocity 
tachometer wheel trace is manually inspected and any artefacts present, resulting from any 
‘jerky’ hand movements when turning the wheel, are removed. For comparison, 
measurements of the dominant time constant, duration and area under the curve of the 
amplitude-normalised slow phase eye velocity are also taken. Duration measurements were 
calculated as time taken from initial onset for the responses to return to baseline. As with 
the threshold analysis, any spontaneous nystagmus present is included in baseline 
responses and thus was excluded from time constant, duration and area under the curve 
measurements. No order effects were observed and, in contrast to previous studies that 
used a chair that was not vibration free (Okada et al., 1999), there are no consistent 
differences between starting and stopping responses in the current experiment. Therefore 
all rotations were averaged together according to response direction (for example, right 
rotation = left stopping).  
EOG (vestibulo-ocular), tachometer-wheel and rotating chair tachometer signals were 





Time constant calculation for supra-threshold perceptual and VOR responses 
Exponential curves were fitted to the decay portion of both perceptual and VOR outputs 
(peak response to return to baseline). The dominant time constant for both VOR and 
perception was derived from a maximised r2 goodness of fit value, reflecting a time constant 
with the best fit to the original data.  
Time constants for vestibulo-perceptual responses were calculated using a curve fitting tool 
in Matlab (Mathworks, Inc.), which automatically fits an exponential curve to data using a 
non-linear least squares formulation. This automatic curve fitting tool was used for 
perceptual data in order to avoid any experimenter bias in curve fitting due to variability in 
perceptual response curves across subjects (Bertolini et al., 2011). The grand average curve 
for supra-threshold perceptual responses (Figure 2.4) shows a good exponential curve fit - 
mean r2=0.98 for normal subjects and r2=0.97 for patients (contralesional and ipsilesional). 
Individual fitted time constants across subjects had a mean r2 of 0.95 for both normal 
subjects and patients. An example of the MATLAB exponential curve fit for a supra-








Figure 2.2 – Supra-threshold perceptual response (tachometer wheel output) of an acute VN patient 
(contralesional rotations), with fitted exponential curve using MATLAB. 
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Exponential curves were fitted to VOR responses using an in-house analysis program 
(ANALYSIS, copyright 2000, Dave Buckwell) that allowed a manually interactive change of fit 
in order to achieve the best r2 value, reflecting a time constant with the best fit to the data. 
Mean r2 for normal subjects is 0.99, and for patients is 0.97 for contralesional responses, 













Figure 2.3 – Supra-threshold vestibulo-ocular (VOR) response of an acute VN patient (contralesional rotation), 
with fitted exponential curve using ANALYSIS. 
 
Statistical analysis 
All patients were compared to normals using one-way ANOVA’s for both perceptual and 
VOR, acute and recovery stage data. Contralesional responses correspond to rotations 
towards the healthy side and ipsilesional, for rotations towards the affected side. Normal 
responses to right and left rotations were compared to patients' contralesional and 
ipsilesional responses, respectively. In order to maximise number of patients included in 
analysis separate 2x2 repeated measures ANOVA's were carried out for acute and recovery 
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stage data, with factors – 1. Response type, with two levels - perception and VOR. 2 - 
Rotation direction, with two levels - contralesional and ipsilesional, and between-subjects 
factor - patients versus normals. In addition, 2x2x2 repeated measures ANOVA's were 
carried out in order to statistical test for differences between the acute and recovery stages. 
This ANOVA therefore included an additional factor - Stage, with two levels - acute and 
recovery. Analysis was carried out for all measurements (time constant, duration and 
normalised AUC). Two patients were excluded from analysis at acute and recovery stages, 
due to technical problems in the acquisition of VOR data. Patient and normal data for both 
perceptual and VOR supra-threshold responses was normally distributed (p>0.05). 
Significance level is p=0.05 (SPSS Inc. Version 18).  
 
Results 
Acute stage  
Figure 2.4 shows acute results, as grand averages for illustration purposes. The bottom 
panel shows the vestibulo-ocular (VOR) response data with the expected reduction in time 
constant (i.e. shortening of the response, particularly ipsilesionally). The top panel in Figure 
2.4 illustrates a notably different pattern in vestibulo-perceptual responses. Both 
ipsilesional and contralesional perceptual responses are shorter than those of the VOR and 





















Figure 2.4 - Grand averages of supra threshold perceptual (top; arbitrary units) and VOR responses (bottom; 
slow phase eye velocity, °/s) of patients in the acute stage after VN, for contralesional and ipsilesional 
rotations.  Following acceleration/deceleration (time ‘0’) both the perceptual and VOR curves decay 
exponentially.  Note symmetrical and shorter time constants for perceptual data despite grossly asymmetrical 
ocular responses.  Dotted line traces represent VOR and perceptual responses for 31 age-matched normal 
subjects.   NB: Time constants are based on grand average curves and so values are different to those shown in 
Figure 2.5. 
 
Figure 2.5 shows group acute results for time constant, duration and AUC measurements. 
Patient responses were bilaterally significantly shorter than normals for both VOR [time 
constant – contralesional, F(1,60)=32.85, p<0.001, ipsilesional, F(1,60)=52.28, p<0.001; 
duration – contralesional, F(1,60)=31.28, p<0.001, ipsilesional, F(1,60)=69.71, p<0.001; AUC 
– contralesional, F(1,60)=37.04, p<0.001, ipsilesional, F(1,60)=42.41, p<0.001] and 
perception [time constant – contralesional, F(1,58)=18.17, p<0.001, ipsilesional, 
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F(1,58)=14.67, p<0.001; duration – contralesional, F(1,58)=20.78, p<0.001, ipsilesional, 



















Figure 2.5 - Group averages and standard errors for supra-threshold perceptual and VOR responses to 90°/s 
velocity step rotations in acute VN patients. Time constant, duration and area under the curve (AUC) 
measurements are shown for both contralesional and ipsilesional rotations. Shaded bands represent the 95% 
confidence interval for 31 age-matched normal subjects.  
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The repeated measures ANOVA’s showed significant main effects of perception versus VOR 
[time constant – F(1,58)=29.14, p<0.001; duration – F(1,59)=31.14, p<0.001; AUC – 
F(1,58)=4.38, p=0.041], revealing perceptual responses to be significantly higher than VOR. 
This finding was consistent across patients and normals (perception-VOR*patients-normals 
interaction = ns). Overall patients contralesional responses were significantly higher than 
ipsilesional responses, shown by significant main effect of contralesional versus ipsilesional 
[time constant – F(1,58)=6.39, p<0.014; duration – F(1,59)=10.78, p=0.002; AUC – 
F(1,58)=6.71, p=0.041]. However, significant interaction effects show this asymmetry differs 
between perceptual and VOR responses of patients and normals [perception-
VOR*contralesional-ipsilesional*patients-normals - time constant - F(1,58)=8.70, p=0.005; 
duration - F(1,59)=10.02, p=0.002; AUC -  F(1,58)=6.71, p=0.01]. Whereas responses in 
normals for both perception and VOR are symmetrical, patient VOR and perceptual 
responses differ in degree of asymmetry. Patient VOR responses consistently show 
asymmetry across measures (time constant, duration and normalised AUC), in contrast to 
perceptual responses which are largely symmetrical (Figure 2.5).  
 
Recovery stage 
Figure 2.6 shows the change in perceptual and VOR responses in patients between acute 
and recovery stages, in addition to normal data. At the recovery stage vestibulo-perceptual 
responses of patients normalise bilaterally. However, VOR responses remain highly 
significantly abnormal for both contralesional [time constant - F(1,53)=7.32, p=0.009; 
duration - F(1,53)=15.61, p<0.001; area under the curve - F(1,53)=4.49, p=0.04] and 
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ipsilesional [time constant, F(1,53)=13.75, p=0.001; duration F(1,53)=24.13, p<0.001; area 
under the curve F(1,53)=11.88, p=0.001] rotations. 
The repeated measures ANOVA’s show main effects of perception versus VOR [time 
constant – F(1,53)=14.72, p<0.001; duration – F(1,53)=19.14, p<0.001; AUC – ns] and 
contralesional versus ipsilesional [time constant – F(1,53)=4.62, p=0.04; duration – 
F(1,53)=7.89, p<0.007; AUC – F(1,53)=5.85, p=0.02]. Significant interaction effects of 
perception-VOR*contralesional-ipsilesional*patients-normals are present across measures 
[time constant - F(1,53)=6.02, p=0.02; duration - F(1,53)=4.55, p=0.04; AUC - F(1,53)=9.03, 
p=0.004], reflecting the continuing symmetrical/asymmetrical nature of perceptual/VOR 










































Figure 2.6 - Group averages and standard errors showing change in supra-threshold vestibular perceptual and 
VOR responses from acute to recovery stages in VN patients. Time constant, duration and area under the curve 
(AUC) measurements are shown for both contralesional and ipsilesional rotations. Shaded bands represent 




The 2x2x2 ANOVA analysis also revealed a main effect of acute versus recovery stages [time 
constant  - F(1,21)=16.11, p=0.001; duration - F(1,21)=10.41, p=0.004; area under the curve - 
F(1,21)=17.76, p<0.001], highlighting a significant overall increase in patient responses from 
acute to recovery stages. Significant interaction effects for perception-VOR versus 
contralesional-ipsilesional [time constant - F(1,21)=4.53, p=0.045; duration - F(1, 21)=8.81, 
p=0.007; area under the curve - F(1,21)=7.41, p=0.013] further substantiate findings of 
symmetrical perceptual responses, in the presence of asymmetrical VOR responses at both 
acute and recovery stages.    
In summary, there is dissociation between patient perceptual and VOR supra-thresholds 
responses in the acute stage after VN. VOR responses are asymmetrical with contralesional 
responses higher than ipsilesional. In contrast, perceptual supra-threshold responses are 
symmetrical acutely, despite the VOR asymmetry present. At recovery, both perceptual and 
VOR responses increase toward normal levels, with a concurrent reduction in asymmetry. 
However, findings at the recovery stage continue to show a trend toward asymmetrical VOR 
responses and symmetrical perceptual responses.  
 
Relationship between supra-threshold vestibular responses and peripheral vestibular 
function   
Multiple correlational analysis was carried out to assess the relationship between peripheral 
function (caloric) and the supra-threshold vestibular test. As expected, there was an 
association between the magnitude of the canal paresis and acute supra-threshold 
vestibulo-ocular (VOR) responses. . Acutely, patients with more severe canal paresis tended 
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to have a larger vestibulo-ocular asymmetry during velocity steps (duration, R2=0.11, 
p=0.07; area under curve, R2=0.2, p=0.038) and shorter mean vestibulo-ocular responses 
(duration, p=0.075; time constant, p=0.028; area under curve, p=0.049). At recovery stage, 
mean vestibulo-ocular supra-threshold responses correlated with canal paresis (duration, 
R2=0.33, p=0.004; area under the curve, R2=0.19, p=0.038; time constant, R2=0.28, 
p=0.009) and average caloric response (duration, R2=0.22, p=0.022; area under the curve, 
R2=0.24, p=0.017; time constant, R2=0.32, p=0.005). 
In contrast there was no correlation between caloric tests and supra-threshold perceptual 
responses in acute or recovery stages.  
 
Relationship between threshold and supra-threshold vestibular responses 
Vestibulo-ocular responses: acutely, threshold and supra-threshold results are negatively 
correlated (R2=0.52, p<0.001). Patients with higher vestibulo-ocular thresholds show 
decreased vestibulo-ocular supra-threshold responses. In the recovery stage there is no 
association between oculomotor threshold and supra-threshold responses. 
Vestibulo-perceptual responses: threshold and supra-threshold tests are not associated. 
 
Discussion 
The results demonstrate a markedly different pattern of recovery for vestibulo-ocular and 
vestibulo-perceptual supra-threshold vestibular function in the acute stage after VN. We 
found a bilateral but considerably asymmetrical reduction in vestibulo-ocular responses in 
the acute stage. Although, at the recovery stage VOR function increased towards normal 
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levels and a reduction in asymmetry was noted, perceptual measures of vestibular function 
showed consistently symmetrical responses in both acute and recovery stages. 
The data demonstrates dissociation between conventional oculomotor measures of 
vestibular function (VOR) and vestibulo-perceptual responses in patients with AVN, despite 
the fact that these were obtained simultaneously in each subject. The most striking 
difference arises when comparing the symmetry of these two responses, particularly in the 
acute stage. The novel finding is that vestibulo-perceptual responses are remarkably 
symmetrical and bilaterally suppressed, despite the well known (Baloh et al., 1984; 
Brantberg and Magnusson, 1990; Magnusson et al., 1989) asymmetry found in the VOR 
response.  
The VOR is a brain stem reflex (Raphan and Cohen, 2002) under strong cerebellar control, 
particularly during recovery stages following labyrinthine lesions (Aleisa et al., 2007; 
Beraneck et al., 2008). The abnormal pattern of the ocular responses to velocity steps in 
acute VN patients (as with experimental labyrinthectomy) has been previously noted 
(Brantberg and Magnusson, 1990; Vibert et al., 1993); including the observation that not 
only ipsilesional but also contralesional VOR time constants are shortened (Baloh et al., 
1984; Magnusson et al., 1989). However the mechanisms by which perceptual signals are 
processed and whether these signals undergo processing similar to the VOR is still a subject 
of debate.  
A number of studies have sought to compare ocular and perceptual vestibular responses 
(Bertolini et al., 2011; Okada et al., 1999; Sinha et al., 2008), and more specifically whether 
the velocity storage mechanism (Raphan et al., 1979) that serves to prolong VOR responses 
to constant angular velocity may also contribute to self-motion perception. Studies in 
75 
 
normal (Okada et al., 1999; Bertolini et al., 2011) and cerebellar deficient (Bronstein et al., 
2008) subjects argue that vestibular perceptual and VOR responses undergo similar central 
processing, via the brain stem velocity storage integrator. However, due to the perceptual 
and reflexive nature of the two responses, processing pathways should diverge at some 
level, and our data, showing dissociation between vestibulo-ocular and vestibulo-perceptual 
supra-threshold responses, proves this point. Furthermore, dissociation between vestibular 
reflex and perceptual responses during recovery has been shown in a single case report of a 
patient with Miller-Fisher syndrome (Seemungal et al., 2011). 
 
Threshold and supra-threshold vestibular perception 
 In addition to the divergence of supra-threshold VOR and perceptual responses, current 
results show dissociation between threshold and supra-threshold perceptual responses in 
acute VN. Perceptual thresholds are found to be similar to VOR thresholds and 
asymmetrically increased after VN, suggesting that vestibular threshold responses involve 
simpler detection processes dictated by the characteristics of the peripheral receptor. In 
contrast, supra-threshold perceptual responses show dissociation from VOR responses and 


















Figure 2.7.A - Schematic illustration of a possible model of threshold and supra-threshold vestibular perception 
in acute VN. Dashed black line represents processing pathway for threshold stimuli. Solid line represents 
processing pathway for supra-threshold stimuli. Cortical regions found to be involved in processing of signals 
relating to self-motion are identified. The red box contains graphical representation of the postulated change 
in supra-threshold perceptual time constants, with blue lines corresponding to contralesional rotations and 
red lines to ipsilesional. 
 
One possibility, shown in figure 2.7.A, is that a divergence in the processing of threshold and 
supra threshold stimuli occurs as early as the vestibular afferents. Vestibular afferents have 
been found to contain both regular and irregularly firing afferents (Goldberg and Fernandez, 
1971), with specific morpho-physiological characteristics and distinct response dynamics 
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(Goldberg, 2000). Irregular canal afferents act as 'event detectors', whereas regularly firing 
afferents are suitable for encoding more long-lasting sensory signals (Sadeghi, 2007 10 /id). 
If  divergence of threshold and supra-threshold stimuli processing occurs at this point early 
in the brain stem, current results would suggest that information regarding threshold 
stimulation reaches reach the cortex via a fast three-neuronal vestibulo-thalamic-cortical 
pathway  (Zwergal et al., 2009) with little or no additional processing.  However, supra-
threshold stimuli may undergo additional processing via cerebellar (Bronstein et al., 2008) 
(Figure 2.7.A) or possibly, thalamic (Marlinski and McCrea, 2009) mechanisms, which have 
both been shown to play a role in self-motion perception.  
However, this model has a number of limitations. Vestibular nuclei units receive input from 
both regular and irregularly firing vestibular afferents, with the discharge regularity of these 
vestibular neurons not necessarily reflecting their afferent input (Goldberg, 2000). Secondly, 
although the cerebellum is shown to be involved in self-motion perception, patients with 
midline cerebellar lesions show similar shortening of time constants in perceptual and VOR 
responses  (Bronstein et al., 2008). Current findings show dissociation between VOR and 
perceptual supra-threshold responses, suggesting that supra-threshold responses undergo 
additional processing at a higher level within the vestibulo-cortical pathway. This conclusion 
is further supported by our caloric data correlating well with supra-threshold vestiblo-ocular 
















Figure 2.7.B - Schematic illustration of an alternative model of threshold and supra-threshold vestibular 
perception in acute VN. Cortical regions found to be involved in processing of signals relating to self-motion 
are identified. The postulated change in supra-threshold perceptual time constants is shown in the red box, 
with blue lines corresponding to contralesional rotations and red lines to ipsilesional. Red curved dashed lines 
and red arrows represent intracortical inhibitory circuits acting upon vestibulo-cortical areas involved in supra-
threshold self motion perception. 
 
Figure 2.7.B, provides an alternative conceptual model of vestibular perceptual processing, 
and shows threshold and supra-threshold stimuli processed via the same vestibulo-cortical 
pathway. Although studies show functionally specific vestibular processing pathways from 
the vestibular nuclei to the cortex, these relate to divergence between otolith/canal signals, 
and motor control/perception (Zwergal et al., 2009), rather than threshold versus supra-
threshold angular velocity signals. At the cortical level, little is known about exactly how 
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information regarding angular velocity self-motion perception is processed. However, a 
number of studies have identified cortical areas likely to be involved in self-motion 
perception in the temperoparietal and insula regions (shown in Figure 2.7). These areas 
show activation during rotatory vestibular stimulation (Guldin et al., 1992; Bottini, 1994) 
(Fasold, 2002) and evoke vestibular percepts of self-motion when lesioned (Brandt, 1995) 
(Urasaki and Yokota, 2006). Studies utilising repetitive transcranial magnetic stimulation 
have shown that stimulation of the posterior parietal cortex detrimentally affects 
performance on path integration and spatial navigation tasks (Seemungal et al., 2008) 
(Seemungal et al., 2009). In contrast, there was found to be no effect on angular velocity 
self-motion perception.  Although, these findings may suggest functionally discrete cortical 
areas responsible for spatial navigation and angular velocity perception, there is little 
evidence to suggest distinct cortical processing areas based on the intensity of the angular 
velocity stimulus. We postulate that, rather than being resultant from separate vestibulo-
cortical pathways or functionally discrete cortical targets, divergent threshold 
(asymmetrical) and supra-threshold (symmetrical) perceptual responses in acute VN may be 
resultant from cortical mechanisms acting specifically upon supra-threshold perceptual 
sensations via the process of habituation.  
Vestibular habituation occurs when vestibular responses to a stimulus become shorter after 
repeated presentations of that stimulus (Collins, 1973). The severe rotational vertigo that 
patients experience in acute VN may induce a shortening of supra threshold perceptual 
responses, via a process of habituation. Indeed, it is argued that the role of habituation be 
that of protection against cortical overstimulation (Kandel et al., 2000) and that reduced 
habituation may be due to the inefficiency of intra-cortical inhibitory circuits (Palermo et al., 
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2011). In the case of acute VN, such a process would provide a protective and beneficial role 
for the individual affected with intense vertigo.  
Recent work comparing single unit cortical recordings and spatial psychophysics in monkeys 
have only been carried out in intact animals (Chowdhury et al., 2009; Purushothaman and 
Bradley, 2005) and those with bilateral labyrinthectomy (Gu et al., 2007) so our human 
findings may prompt further experimental animal neuronal recordings.  
In summary, our findings show supra-threshold vestibular perception to be dissociated from 
brain stem reflex responses in the acute stage of vestibular neuritis. The impact of vestibulo-
perceptual function on symptomatic outcome during the recovery stages following acute VN 
will be explored in chapter 5. However, the bilateral shut down of supra-threshold 
vestibular perception acutely provides evidence that higher order cortical mechanisms are 
actively engaged in vestibular compensation and vertigo suppression.  The net effect 
created by these acute vestibulo-cortical changes amounts to a ‘perceptual shut down’ 
which, in turn, should help in suppressing vertigo and its aggravation by head motion that 











Habituation of Vestibular Perception 
Aim and background  
In light of the bilateral suppression found in supra-threshold vestibular perception in the 
acute stage of VN (Staab, 2007), we aimed to probe experimentally whether perceptual 
supra-threshold responses could be reduced asymmetrically.  By doing so we may also 
provide validation of the experimental technique used in the assessment of supra-threshold 
angular velocity perception in acute VN patients. Furthermore, this experiment may serve to 
further substantiate our findings of bilateral supra-threshold perceptual suppression in 
acute VN patients, by investigating the extent to which vertiginous sensations evoke a 
bilateral suppression of supra-threshold perception in normal subjects.  
 
The ability of the VOR to adapt is well known and when exposed to externally applied 
repetitive stimuli it shows adaptive, plastic modifications. Previous studies have 
documented asymmetrical reductions in the gain and time constant of the VOR in response 
to unilateral vestibular and optokinetic stimulation (Clement et al., 1981; Jeannerod et al., 
1981; Usami et al., 1988). Reversal of the field of vision (for example, optically induced by 
prisms) during natural head movement has also been shown to induce a 20% attenuation of 
the VOR in the short term and in the long term has even resulted in eventual reversal of the 
VOR (Melvill Jones and Gregory, 1977). Attenuation of the VOR has also been found after 
extended periods of VOR suppression, for example, prolonged rotations whilst viewing a 
chair-fixed target (Bloomberg et al., 1991). Habituation of nystagmus, along with a 
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reduction in sensations of rotations, is also found in experienced ballerinas (Dix and Hood, 
1969; Fukada et al., 1967; Osterhammel et al., 1968), fighter pilots (Aschan , 1954) and 
figure skaters (Collins, 1966).  
As previously noted, habituation results for perceptual responses are mixed. Bilateral 
shortening of responses occurs in response to bidirectional stimuli (Clement et al., 2008; 
Grunfeld et al., 2000), however some studies also show bilateral perceptual habituation in 
response to unilateral rotational stimuli (Clement et al., 2008; Viaud-Delmon et al., 1999).  
During this experiment we investigated whether it was possible to produce an asymmetrical 
reduction in supra-threshold vestibulo-perceptual responses via a habituation protocol 
consisting of unilateral vestibular stimulations resulting in visuo-vestibular conflict.  
 
Subjects and method 
Twelve normal subjects ranging from 22 to 60 years of age (mean 30.3 years, 5 females) 
with no history of neurological or otological problems participated in the experiment. The 
experimental design consisted of three phases. Firstly subjects carried out the supra-
threshold vestibular perception test (pre-test), in which responses to supra-threshold 
stimuli (90°/s rotational steps) were assessed. Subjects then underwent the habituation 
protocol. Finally, subjects repeated the supra-threshold vestibular test (post-test). Details 





Pre and post testing 
Immediately before and after the habituation protocol all subjects carried out the supra-
threshold vestibular perception test (full details of method and analysis given in Chapter 2). 
The gain of the VOR was also measured at each stage (pre and post test). The effect of the 
habituation stimulus on supra threshold vestibular responses was investigated by directly 
comparing vestibular responses before (pre-test) habituation to those after (post-test).  
 
Habituation protocol 
After completion of the supra-threshold vestibular test subjects underwent the habituation 
portion of the experiment. Subjects remained seated in the rotating chair and were given 10 
unidirectional rotations in the dark. Subjects were rotated at a constant sub-threshold 
acceleration (0.4°/s2) for 225 seconds until a constant velocity of 90°/s was reached. The 
chair was then stopped (deceleration <1 second - equivalent to a 90°/s velocity step) and 
the lights were turned on simultaneously. Six subjects received 90°/s stopping accelerations 
to the left (sub-threshold acceleration to the right) and six received stopping accelerations 
to the right (sub-threshold acceleration to the left). Subjects did not report any sensation of 
movement during the sub-threshold acceleration phase of the rotation. This protocol 
allowed unidirectional stimulation of the vestibular system via the repetitive 90˚/s velocity 
steps, which were always in the same direction for each subject.   There was a break of 
approximately 1 minute between rotations and the subsequent rotation was only started 
when subjects indicated verbally that the vertiginous sensations from the previous rotation 
had ceased. Subjects were instructed to make sure their eyes were open during the 
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stopping stimulus and were warned that even though they may feel dizzy they should keep 
their eyes open and inform the experimenter when the vertigo sensation had stopped.  
 
Statistical Analysis 
In order to investigate whether the unilateral habituation protocol resulted in an 
asymmetrical reduction in responses, vestibulo-perceptual and vestibulo-ocular responses 
to supra-threshold stimuli were compared before (pre-test) and after (post-test) the 
habituation protocol. Responses were normalised for direction of the habituation stimulus 
[repetitive 90˚/s rotations (stopping responses) given during the habituation protocol]  – i.e. 
responses were analysed for (i) rotations in the same direction as the habituation stimulus, 
(ii) rotations in the opposite direction to the habituation stimulus. Repeated measures 
2x2x2 ANOVA’s were carried out with three factors. Factor 1: Response type, consisted of 
two levels, vestibulo-perceptual and vestibulo-ocular. Factor 2: Response direction, 
consisted of two levels, same as repetitive habituation stimulus (Same-HS) and opposite to 
repetitive habituation stimulus (Opp-HS). Factor 3: Stage, consisted of two levels, pre-test 
and post-test. Changes in VOR gain and percentage asymmetry were also assessed using 








Figure 2.1.1 shows average vestibulo-perceptual and vestibulo-ocular (VOR) responses for 
time constant, duration and normalised area under the curve measurements. The results 
show a consistent bilateral reduction in both perceptual and VOR responses after the 
habituation protocol across measurements, regardless of direction of rotation. There is a 
significant main effect of pre versus post tests (time constants – F(1,11)=14.2, p=0.003; 
duration – F(1,11)=13.43, p=0.004; AUC – F(1,11)=17.73, p=0.001), showing that responses 
are significantly reduced overall following the habituation protocol. However, there are no 
significant interaction effects, suggesting that the reduction in responses after habituation is 
similar regardless of laterality (responses in same direction of habituation stimulus versus 




























Figure 2.1.1 - Group averages and standard errors for vestibulo-perceptual and vestibulo-ocular (VOR) 
responses before (pre-test) and after (post-test) the habituation protocol. Averages and standard errors for all 
measurements (time constant, duration and normalised area under the curve) are shown for responses to 
rotations to the same direction as the habituation stimulus (Same-HS) and rotations in the opposite direction 
(Opp-HS). ANOVA analysis shows a significant main effect of pre versus post test responses bilaterally, for both 
perception and VOR.  
 
Figure 2.1.2 shows the change between pre and post testing phases for responses in same 
direction as habituation stimulus (Same-HS) and those in the opposite direction of the 
habituation stimulus (Opps-HS), expressed as a ratio (post-test response/pre-test response) 
so that 1 would correspond to no change in response. There is a trend for responses to 
rotations in the same direction as the habituation stimulus to be reduced further than those 
in the opposite direction, suggesting that the habituation protocol induced a degree of 
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asymmetry in post-test responses. However paired sample t-tests showed these differences 










Figure 2.1.2 - Changes in vestibulo-perceptual and vestibulo-ocular (VOR) responses between pre and post 
tests, expressed as ratios (post-test/pre-test), for responses to rotation in the same direction as the 
habituation stimulus (Same-HS) and for rotations to the opposite direction (Opp-HS). There were no significant 
differences between Same-HS and Opp-HS responses, in degree of reduction in responses from pre to post 
tests.   
 
The effect of the habituation protocol on vestibulo-ocular and vestibulo-perceptual 
responses was assessed further by comparing percentage asymmetry between Same-HS and 
Opp-HS responses in the pre and post tests. Percentage asymmetry for time constant, 
duration and normalised area under the curve values are shown in Figure 2.1.3. Negative 
values reflect Opp-HS being more than Same-HS responses. Degree of percentage 















Figure 2.1.3 – Shows average percentage asymmetry and standard errors between responses for rotations in 
the same direction as the habituation stimulus and those in the opposite. Bars represent percentage 
asymmetry in pre and post test responses.  
Mean VOR gain in the pre test was 0.62 (sd 0.16). This slightly decreased at the post test for 
both Same-HS (mean = 0.56, sd = 0.16) and Opp-HS (mean = 0.56, sd= 0.19) responses. The 
change in VOR gain between pre and post tests was not significant for rotations in either 
direction.  
In summary, vestibulo-perceptual and vestibulo-ocular responses show a similar significant 
bilateral reduction after unilateral habituation stimulation. Although there is some evidence 
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to suggest that responses corresponding to the direction of the habituation stimulus are 
reduced further than responses to rotation in opposite direction. The habituation stimulus 




The results show a bilateral reduction in both vestibulo-perceptual and vestibulo-ocular 
responses after exposure to visuo-vestibular conflict brought about by subjecting subjects to 
a supra-threshold vestibular rotational stimulation (90˚/s velocity step stopping response) in 
the light.  
The bilateral reduction of vestibulo-perception shown in the current study is similar to 
findings of Clement and colleagues (2008), who also found a decrease in vestibular 
sensation for both directions of rotation following a unidirectional habituation protocol. 
However, Clement also found that although vestibulo-perceptual responses were bilaterally 
reduced, VOR time constants were significantly different for the two directions of 
stimulation up to 26 days after the end of the unidirectional habituation protocol. Previous 
studies have also found dissociation between the directional differences in sensations of 
rotation and VOR responses. Aschan (1954) reported reduced perceptual and VOR 
responses in fighter pilots below normal values. The reduction in VOR responses was found 
to be directionally specific, according to which direction the pilot preferred to roll his plane, 
however perceptual responses showed no directional difference in their reduction. A similar 
pattern of vestibular perceptual and VOR responses was found in figure skaters, who 
90 
 
showed bilaterally reduced sensations of rotation and directional preponderance in VOR 
responses (Collins, 1966). 
Our data shows significant overall reductions of vestibulo-perceptual and vestibulo-ocular 
responses after uinilateral habituation. Although there is a trend for responses to rotations 
in the same direction as the visuo-vestibular habituation stimulation to show further 
reduction than responses in the opposite direction, this was not significant.  
We were unable to reproduce the dissociation between VOR and perceptual vestibular 
function seen in acute VN, using the present habituation protocol. The lack of asymmetrical 
reduction in VOR responses after the unidirectional protocol may reflect an habituation via 
reduction in the VOR signal at a brain stem level. This may be due to the fact that the visuo-
vestibular conflict induced during the habituation protocol was relatively short lived (for 
example, compared to the constant erroneous vestibular signal supplied from the peripheral 
vestibular afferents during VN). Previous studies that have found asymmetrical reductions in 
VOR response have also used significantly longer habituation protocols, which are carried 
out in multiple sessions run consecutively over a number of days (Clement et al., 2008; 
Jeannerod et al., 1981; Usami et al., 1988), rather than the relatively short protocol used 
currently.  
Results from the present habituation experiment provide some support to findings 
concerning bilateral perceptual suppression in acute VN. In that, in response to situations of 
visuo-vestibular conflict there is a bilateral reduction in supra-threshold perceptual 
responses. Cortical inhibitory mechanisms that serve to suppress disorientating or 
conflicting vestibular perceptual signals would be useful, especially when viewed in light of 









The ability to effectively maintain spatial orientation is dependent on the integration of 
visual, vestibular and proprioceptive information, however individuals show variation in 
how sensory inputs are weighted in tasks of orientation (Witkin, 1959). Visual dependency 
(or 'field-dependency') is a personal trait where subjects organise spatial orientation 
preferentially with visual rather than vestibulo-proprioceptive input (Witkin et al., 1954).  
 
Development of the concept of visual dependency 
Witkin and colleagues (Witkin, 1959) first investigated the relative contribution and 
importance of visual and 'bodily' (vestibular) inputs in the perception of upright, with the 
use of a 'tilted room'. The test involves a subject seated in a chair in a specially constructed 
room. Both the room and the chair are tilted and it is the subjects task to direct adjustment 
of the chair to vertical whilst the room remains tilted. If the subject aligns the chair close to 
true vertical then it may be inferred that their perception of upright is derived mainly from 
vestibular/proprioceptive cues and they can be said to be 'field-independent'. Conversely if 
92 
 
the chair is aligned in agreement with the axis of the room, then the subject is using visual 
cues to calculate upright and is more 'field-dependent'. A second test used by Witkin did not 
involve the orientation of the subjects body in a chair but required subjects to orientate a 
straight line (rod) to vertical in the presence of a tilted frame, so called the 'rod and frame 
test' (Witkin and Asch, 1948). Similarly to the tilted room test, the visual field and the 
subjects bodily sensations are in disagreement and so how the subject aligns the rod 
indicates what input (visual versus vestibular) they are primarily using in their perception of 
upright. 
The concept of visual field dependency was further enhanced with the development of a 
test that was not reliant upon on perception of upright  and instead required subjects to 
locate simple figures "hidden" within a large complex figure (embedded-figures test,  
(Witkin, 1950). Results from Witkins' studies showed that individuals who had difficulty in 
locating the simple shapes within the complex figure, corresponded to those people who 
also tended to align themselves and the rod with the visual field, rather than using their 
bodily cues (field-dependent subjects). The consistent performance of individuals across the 
three tests (tilted room, rod and frame and embedded figures tests) allowed classification of 
individuals on a broader basis than solely their perception of upright but now also on their 
ability to differentiate objects from their background. Witkin found that individuals tested 
scored on a continuum of perceptual styles ranging in their extremes from, (i) field 
dependent, where subjects showed a 'passive submission to the dominance of the 
background' (Witkin, 1959) and used visual rather than inertial cues in spatial orientation 
tasks, or (ii) field independent, if subjects performance reflected abilities to disregard the 
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dominating visual input and they utilised information from bodily sensations in orientation 
tasks.  
 
Visual input and balance control 
The visual system makes an important contribution to balance control (Berthoz et al., 1979; 
Lee, 1980; Redfern et al., 2001) and numerous studies have documented postural sway 
induced by visual stimulation (Bronstein, 1986; Dijkstra et al., 1994; Lestienne et al., 1977; 
Paulus et al., 1984; van Asten et al., 1988). The measurement of postural sway via 
posturography techniques allows quantification of the subject’s ability to maintain balance 
control. By manipulating the available sensory input, through alteration of visual and 
proprioceptive information, posturography measurements can provide insight into the 
central nervous systems ability to adaptively maintain balance via mechanisms of sensory 
integration. Sensory re-weighting mechanisms located centrally serve to combine sensory 
inputs and are responsible for weighting them according to relevance and reliability in 
instances when certain sensory information is not available (for example, when the eyes are 
closed) or inaccurate (for example, in the case of VN). Although it is not well understood, a 
number of models have been put forward to describe the sensory re-weighting mechanism. 
Peterka (2002) described sensorimotor integration in terms of a multi-sensory feedback 
model and argues that feedback control mechanisms are the dominant contributors to quiet 
stance control. However Fitzpatrick (1996) argues that feed-forward predictive mechanisms 
are also required to explain postural control behaviour. Rather than a mechanism that 
operates in terms of fixed combinations of sensory-orientation information, the process of 
sensory integration is likely to be one based on a dynamic reweighting of sensory 
contributions to postural control (Peterka and Loughlin, 2004). Patients with basil ganglia 
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and cerebellar lesions are incapable of down regulating visual information and show 
increased postural sway in the presence of disorientating visual stimuli (Bronstein et al., 
1990; Gatev et al., 1996), highlighting the importance of these structures in the sensory re-
weighting process.  
The relative contribution of static versus dynamic visual cues has been investigated in 
studies carried out by Amblard and colleagues (1985) who suggest that static visual cues 
contribute primarily to reorientation of the upper body, whereas dynamic visual cues are 
important in the rapid stabilisation of the whole body. The tilted scenes used within the 
tilted room and rod and frame tests outlined earlier in this chapter represent static cues and 
introduce a visuo-vestibular conflict in spatial coordinates between those of the visible 
contours of the room and rod, and those of gravity.  The dynamic counterpart to the rod 
and frame test is the rod and disk test (Dichgans et al., 1972), in which subjects must 
attempt to align a rod to vertical in the presence of a rotating visual surround consisting of 
dots. Conversely to the rod and frame test, the surround gives no cues to visual orientation 
that conflict with gravity. It has been shown that found that a rotational movement of a 
visible background significantly affects apparent verticality (Dichgans et al., 1972; Hughes et 
al., 1972), with the visual motion of the back ground inducing tilting of the rod. Dichgans 
also found the moving visual surround to influence, not only visual orientation, but also 
postural orientation. Subjects were tilted in a moving-base airplane trainer and were 
subjected to a visual motion stimulus. When instructed to orientate the position of the 
trainer to upright using a control stick, Dichgans found that subjects tilted the trainer in the 
direction of the moving stimulus. Both the tilt of the visual and postural orientations during 
visual motion stimulation suggests that a shift occurs in the internal representation of 
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gravity. The degree to which this motion induces tilt would indicate to what degree that 
subject is visually dependent.  
 
Visual dependency and vestibular dysfunction 
Various studies report vestibular patients suffering from ‘visual vertigo’ in the long term 
stages following vestibular insults, where symptoms of dizziness and disorientation are 
brought on by complex or moving visual surroundings, for example supermarket aisles and 
traffic (Bronstein, 1995; Bronstein, 2002; Pavlou et al., 2006). The prevalence of these 
symptoms is such, that the syndrome has been classified by several authors as space and 
motion discomfort (Jacob et al., 2009), visual vertigo (Bronstein, 2004), visuo-vestibular 
mismatch (Longridge and Mallinson, 2005) and visually-induced dizziness (Bisdorff et al., 
2009). These chronically symptomatic vestibular patients show increased visually-induced 
dizziness and show abnormally large perceptual and postural responses to disorientating 
visual stimuli (Bronstein, 1995; Longridge et al., 2002; Redfern and Furman, 1994). These 
symptoms are thought to be mediated by increased visual dependency stemming from an 
inability to resolve conflicts between visual and vestibulo-proprioceptive inputs (Guerraz et 
al., 2001). Such ineffective compensation strategies employed after vestibular injury hinder 
recovery and can cause continuing chronic symptoms. Those patients suffering from visual 
vertigo in the chronic stages after vestibulopathy have been found to benefit from 
vestibular rehabilitation (Pavlou et al., 2004), where optokinetic stimuli and exercises 
involving visuo-vestibular conflict are used in order lower visual dependency and visual 
vertigo symptoms arising from a hyper-sensitivity to visual motion (Bronstein, 2004).   
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Various studies have documented visual dependency in the chronic stages after vestibular 
injury, however relatively little is known about the role of visual dependency in the acute 
and early compensation stages after vestibular injury and its relationship to symptoms. 
The current study aims to measure visual dependency in the acute and recovery stages of 
vestibular neuritis, with the use of the rod and disk test.  
 
Method 
Patients were tested in the acute and recovery stages of VN (for patient details please see 
Clinical Material section) and compared to normal subjects (mean age 41.3 years, range 22-
72, 16 females). 
Visual dependency was measured with the rod and disk test (Dichgans et al., 1972), which 
assesses the effect of optokinetic stimulation on the subjective visual vertical. The subjects 
viewed a luminous rod and background, consisting of dots on a laptop screen in a dark room 









Figure 3.1 - Laptop based set up for the rod and disk test, shown with a subject viewing the screen through a 
field restricting cone. Please note - subjects carried out the visual dependency test in a darkened room. 
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Figure 3.2 shows the screen view of the rod and disk test. Subjects were asked to align the 
rod to their perceived gravitational vertical, with the background static and moving. The rod 
was initially tilted to either the right or left (+/-40˚) and in each trial the subject was 
instructed to align the rod without time constraints to vertical using a roller wheel on a 
mouse. Subjects completed 4 trials in each of 3 conditions - background static and rotating 
to the right and to the left (30˚/s).  Degree of visual dependency was calculated by 
subtracting the average degree error (compared to gravitational vertical) in the static trials 













Figure 3.2 - Screen view of rod and disk test, with luminous rod and dots.  The rod is set at an angle. Subjects 
are then asked to align the rod to vertical in both static trials, where the dots are stationary and moving trials, 








Validation of laptop based rod and disk test 
 
In order to validate the experimental set-up used within the current study, a cross-sectional 
group of patients in the chronic phase of VN (N=27, >6 months after onset) were tested 
(mean age 52.4, range 22-72, females 12). In 17 patients diagnosis was confirmed in the 
acute stage of VN. The remaining 11 patients were recruited from an outpatients Neuro-
otology clinic at Charing Cross Hospital and diagnosis was confirmed by detailed clinical 
history carried out by an experienced neuro-otologist and in three patients, clinical history 
was supplemented by completion of a retrospective VN questionnaire (Appendix I). This 
questionnaire consists of questions pertaining to the acute incident and serves to further 
clarify diagnosis of VN.  
 
Visual dependency was assessed in all subjects in order to investigate the ability of the 
laptop based rod and disk test to discriminate between VN patients and normal controls, 
and also those chronic VN patients who have recovered well and those who have not. All 
patients completed the Dizziness Handicap Inventory questionnaire (DHI, Jacobson and 
Newman, 1990), which measures the perceived handicapping effects of dizziness symptoms 
(described fully in Chapter 4). A higher score (range 0-4) on the DHI denotes more severe 
handicap.  
 
The VN patients were then ranked according to their DHI score and two groups were 
selected - the third of patients with the highest DHI score (N=9; mean age 54.7, range 31-71, 
females 5, mean DHI score = 2.04) and the third of patients with the lowest [N=9;  mean age 
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49.3, range 22-66, females 3, mean DHI score = 0 (asymptomatic)]. Visual dependency levels 
in the two VN patient groups were then compared to nine age matched normal subjects 
(mean age 49.7, range 28-65, females 4) using one-way ANOVA's. Results are shown in 













Figure 3.3 - Average visual dependency level, with standard errors are shown for: Highest DHI group (N=9) - 
the third of patients scoring highest on the DHI, Lowest DHI group (N=9) - the third of patients scoring lowest 
on the DHI (asymptomatic) and normal subjects (N=9). * Significant at the p=0.05 level 
 
Significant differences between VN patients and normals were found only for those patients 
who scored the highest on the DHI [F(1,16) = 6.8, p=0.019]; those VN patients who were 
asymptomatic showed no significant difference to normal subjects. Those patients who do 
not recover well symptomatically show elevated levels of visual dependency compared to 
normals. In contrast those patients who are asymptomatic show similar levels to normal 
subjects.   
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Increased visual dependency, as measured with a previous rod and disk set up (Figure 3.4), 
has been found in selected groups of patients who complain of dizziness/imbalance induced 
by complex visual environments specifically (Bronstein, 1995; Guerraz et al., 2001), as well 
as bilateral labyrinthine-defective patients (Guerraz et al., 2001). Current findings serve to 
substantiate and build on results from previous studies and show increased visual 
dependency in an unselected group of patients suffering with chronic dizziness after 
unilateral peripheral injury.  
 
The mean degree of line deviation in the presence of a rotating background found in 
normals (N=31) using the laptop based test (3.2˚, please see results section of this chapter) 
is less than that found originally by Dichgans (1972, 15°) and Guerraz (2001, 9.6°) using a 
larger disk (Figure 3.4). However, current findings illustrate that the laptop version of the 
rod and disk test is able to accurately assess visual dependency levels, from which it is 















Figure 3.5 shows visual dependency levels in the acute and recovery stages for vestibular 
neuritis patients. Although, patient visual dependency data followed an approximately 
normal distribution, significant results on normality tests carried out (acute - Z=0.17, p=0.05; 
recovery - Z=0.19, p=0.03) required that the data be log transformed. Logarithmically 
transformed acute and recovery stage visual dependency data was shown to be normally 
distributed and so was used for all statistical tests carried out.  
 
In the acute stage of VN, patients show a significantly higher degree of visual dependency 
compared to normals [F(1, 56) = 13.6, p<0.001]. Patients are less able to align the rod to 
vertical in the presence of a moving background and showed a mean degree error of 7.2° (sd 
6.1), in contrast to normal subjects‘ 3.2° (sd 2.9) mean error. In the recovery stage patients’ 
degree of visual dependency decreases but remains significantly higher than normal 
subjects [F(1,52)=5.1, p=0.03]. [Nb; recall this is the extra error added by the rotating 
background; absolute values of the visual vertical tilt have been widely studied in the past 
(Friedmann, 1970; Halmagyi et al., 1994) and they do not correlate with symptom outcome, 
Kim et al., 2008]. A paired-samples t-test was also carried out comparing visual dependency 
levels in patients at the acute and recovery stages. Although visual dependency at the 
recovery stage remained higher than normals, there was a significant decrease in visual 
dependency levels from acute to recovery stages [t(19)=3.18, p=0.007]. 
 
The results indicate increased utilisation of visual information by patients acutely, which 


















Figure 3.5 - Group averages and standard errors showing visual dependency levels for VN patients (acute and 
recovery stages) and age-matched normal subjects. Visual dependency equals degree error on static trials 
minus degree error on moving trials. ** Significant at the p=0.01 level. * Significant at the p=0.05 level. 
 
Figure 3.6 shows the correlation between visual dependency and peripheral vestibular 
function (as assessed by canal paresis) in the acute and recovery stages. There was no 
correlation between visual dependency levels and canal paresis acutely (R=-0.34, p=0.09) or 




















Figure 3.6 - Scatter plots showing correlation between visual dependency (degrees) and percentage canal 







The current results show an increased level of visual dependency in the acute stage of 
vestibular neuritis and although this reduces during the recovery phase, it remains higher 
than normal levels.  
Recordings from the vestibular nuclei of cats after unilateral vestibular nerve sections show 
neuroplasticity mechanisms operating acutely that serve to increase sensitivity of vestibular 
nuclei neurons during visual stimulation (Zennou-Azogui et al., 1994). Numerous studies 
have shown the visual system to operate more efficiently during slow head movements, in 
contrast to the vestibular system, which performs better during rapid head movements (for 
review see Xerri et al., 1988). The findings from Zennou-Azougui et al. show evidence for a 
sensory substitution process that attempts to compensate for the lack of vestibular signals 
by enhancing the sensitivity of deafferented vestibular units to visual stimuli. Similarly, fMRI 
data shows visual substitution during vestibular compensation and enhanced responses to 
optokinetic stimulation in vestibular lesioned patients (Dieterich et al., 2007). The role of 
vision in vestibular compensation has been studied in animal studies using light deprivation 
after hemilabyrinthectomy (Burt and Flohr, 1991a; Fetter et al., 1988; Putkonen et al., 
1977), where degree of compensation appears to be dependent on the presence of vision 
acutely. Fetter and colleagues found that, in monkeys, visual input in the acute stages after 
unilateral vestibular loss was essential for recovery of VOR gain. Furthermore monkeys who 
had normal exposure to light but who had underwent a prior occipital lobectomy showed 
deficiencies in VOR gain, highlighting the importance of visual information regarding retinal 




Our findings, showing increased visual dependency in the acute stages following VN, 
highlight an apparent change in sensory strategy by the increased utilisation of visual 
information. This reflects an adaptive compensatory mechanism that serves to re-weight 
sensory input by increasing reliance on visual information in the presence of unreliable 
vestibular sensory information.   
Previous studies have found increased visual dependency in bilateral (Bronstein, 1995; 
Bronstein et al., 1996; Lopez et al., 2007) and unilateral (Goto et al., 2003; Lopez et al., 
2006; Lopez et al., 2007) vestibular patients. Posturography studies also show changes in 
the sensory strategy adopted by patients with unilateral vestibular neurotomy, indicating a 
shift to visual cues in the maintenance of balance (Lacour et al., 1997; Parietti-Winkler et al., 
2006). Here we charted the time course of visual dependency in the compensatory stages 
after acute vestibular neuritis, a condition where the peripheral deficit does not necessarily 
remain stable over time. The data shows that recovery of peripheral vestibular function 
does not drive changes in visual dependency - caloric function shows no correlation with 
visual dependency. In agreement a study carried out by Tsutsumi and colleagues (2009) 
failed to find any association between caloric weakness and degree of postural sway elicited 
by optokinetic stimulation in vestibular patients. It appears that the sensory re-weighting 
mechanisms operating during the recovery stages become independent of the peripheral 
injury that first induced increased use of visual cues. Although visual dependency decreases 
at recovery stage, it remains higher than normal levels. In agreement with our findings, Bles 
et al (1983) showed increased visually-induced postural sway in bilateral and unilateral 
vestibular patients in the acute stage, which remained up to and beyond the year following 
injury.   
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An additional main finding in the present study regarding visual dependency, concerns the 
relationship between increased visual dependency and symptomatic outcome in VN 
patients, and furthermore the effect of psychological factors on the ability of patients to 
weight sensory information effectively during recovery. These findings will be discussed in 






















This chapter will focus on exploring the literature surrounding the relationship between 
psychological factors and balance function, as well as presenting the methods used to 
quantify psychological elements within our patient group. The effect of psychological 
influences on symptomatic recovery from VN in patients will be reported in Chapter 5.  
The interplay between dizziness and psychological factors is rich and complex, with 
vestibular dysfunction and psychiatric disturbance often presenting as common co-
morbities.  Schilder (1933) argued that the importance of the vestibular system in the 
understanding of neurosis and psychosis stems from its integral role in the dynamics of body 
image. During development the vestibular organs provide information that assists in the 
discrimination between whole body movement, movement of surroundings and movement 
of the eyes alone, leading some to speculate on the contribution of the vestibular system in 
the development of the concept of "self" (Guedry, 1965; Ornitz, 1970; Schilder, 1933). The 
vestibular organs, contrary to other sensory systems that respond to the external 
environment, convey information regarding state of orientation and self-generated 
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movements of the body.  Spatial orientation and equilibrium are fundamental processes 
governed by the balance system, and play an integral part in our understanding of the world 
and our sense of self within it.  
For centuries medical literature has contained indications of the co-occurrence of vertigo 
and anxiety symptoms, with dizziness not only acknowledged as vestibular in origin but also 
as a sign of psychological disturbance (Balaban and Jacob, 2001). Although the study of 
vertigo and psychiatry diverged in the early 20th century with the development of clinical 
otological testing and psychoanalytical concepts, the inherent link between them remains. A 
number of more recent studies have sought to investigate the nature of the relationship 
between vestibular disorders and psychiatric disturbance (for reviews see Asmundson et al., 
1998; Furman and Jacob, 2001). Vestibular abnormalities are common in patients with panic 
and anxiety disorders (Hoffman et al., 1994; Jacob et al., 1996; Tecer et al., 2004). 
Conversely, Mckenna and colleagues (1991) found that 64% of dizzy patients attending a 
neuro-otology clinic required psychological assistance compared with 27% of those 
presenting with hearing loss. In addition, Eagger (1992) found anxiety disorders to be 
present in 41% of patients with vestibular dysfunction.  
Although there is a huge overlay between psychiatric and vestibular populations the causal 
relationship between them is much more difficult to decipher (Yardley, 2001; Jacob, 1996). 
Staab and Ruckenstein (2003) identified three equally prevalent patterns of illness from a 
sample of dizzy patients attending a tertiary care balance centre. The first group of patients, 
labelled 'otogenic', developed persistent dizziness and anxiety after an acute vestibular 
insult (for example, VN, menieres disease). The second 'psychogenic' patient group had 
primary anxiety disorders and suffered from dizziness in the absence of any abnormal 
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neuro-otologic findings. The remaining patients formed an 'interactive' group, in which pre-
existing anxiety disorders were exacerbated as chronic dizziness developed after vestibular 
injury. In agreement with Staab's findings, Eckhardt-Henn (2003) found three similar 
subgroups in a collection of patients complaining of dizziness, whose symptoms stemmed 
from otogenic, psychogenic and co-morbid origins. An ideopathic patient group was also 
identified, in whom no vestibular or psychiatric disorder was found. Acute psychiatric 
disorders were diagnosed in 68.25% of the dizzy patients, with the most prevalent being 
anxiety, depressive and somatoform disorders. Patients in whom psychiatric disorders were 
found (i.e. the psychogenic and co-morbid groups) were more impaired at work and daily 
activities than the otogenic group, and of those, patients suffering from anxiety and 
depression showed the greatest emotional distress and handicap. In agreement, Kroenke 
(1993) also found impairment to be the highest amongst dizzy patients with psychiatric 
disorder. These studies agree with additional findings showing that anxiety disorders are 
highly prevalent in dizzy patients (Kroenke et al., 1992; Simon et al., 1998; Yardley et al., 
1992c; Yardley et al., 1998a).  
This chapter will first explore balance function and dizziness in psychiatric patient groups, 
before outlining developments in the clinical classification of psychogenic dizziness. 
Psychological factors affecting recovery from vestibular disorders will then be discussed. 
 
 
Balance function in psychiatric patient populations 
A large proportion of patients suffering from anxiety disorders complain of dizziness, and it 
presents as one of the most prominent symptoms in panic disorder patients (Aronson and 
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Logue, 1988; Cox et al., 1993; Margraf et al., 1987). Psychosomatic links exist between 
anxiety disorders and vestibular symptoms, where vestibular function may be affected by 
the somatic components of anxiety. Hyperventilation is a common concomitant of anxiety, 
especially in panic attacks and has been shown to induce dizziness (Sama et al., 1995). 
Additionally, hyperventilation causes substantial increases in postural sway in normal 
subjects (Sakellari et al., 1997), as well as inducing nystagmus in patients with vestibular 
disorders (Bance et al., 1998; Minor et al., 1999). Increased arousal associated with anxiety 
and panic disorders may also result in vestibular hypersensitivity via vestibular-autonomic 
connections (Furman et al., 2006; Theunissen et al., 1986). 
Vestibular abnormalities as shown with caloric and rotational tests are often evident in 
panic disorder and agoraphobic patients (Hoffman et al., 1994; Jacob et al., 1985; Jacob et 
al., 1989; Sklare et al., 1990), with a particularly high prevalence in those suffering from 
associated moderate to severe agoraphobia (Jacob et al., 1996). Furthermore chronic 
dizziness in the presence of panic disorder is more likely to predict existence of pathological 
neuro-otologic findings, rather than chronic dizziness alone (Teggi et al., 2007). However the 
pattern of vestibular dysfunction does not appear to be entirely consistent in anxiety 
disorder patients and certain studies have failed to note any difference in vestibular 
responses between panic disorder patients and normal controls (Swinson et al., 1993; 
Yardley et al., 1995). Furthermore Jacob and colleagues (1996)  found a high rate of 
vestibular abnormalities in a group of normal subjects.  
In the absence of peripheral vestibular deficit, differences remain between anxious patients 
and normals in the sensory integration strategies used in postural control (Yardley et al., 
1995). Various studies using computerised posturography have shown consistent 
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differences between anxiety disorder patients and normal controls. Perna and colleagues 
(2001) found that anxious patients showed significantly increased sway when standing, 
compared to normal subjects. A number of studies have highlighted the importance of 
central sensory integration processes in patients with anxiety disorders, with anxious 
patients showing augmented visually induced postural sway (Redfern et al., 2007), and 
increased sway in the absence of vision (Stambolieva and Angov, 2010). Studies also show 
that panic disorder patients use proprioceptive inputs more than normal subjects in 
controlling posture (Jacob et al., 1997; 2009). These studies suggest that anxious patients 
differ in their balance maintenance strategies and preferentially use visual and 
somatosensory inputs to control balance (Redfern et al., 2001), rather than vestibular, 
showing higher postural sway in response to disorientating perceptual stimuli (Yardley et al., 
1995; Yardley et al., 1998a). These findings reflect differences in the central sensory 
integration mechanisms employed by anxious patients compared to normal controls.  
 
Chronic psychogenic dizziness 
Several authors have attempted to classify chronically symptomatic patients whose 
symptoms do not fit clearly into a defined vestibular syndrome. A number of terms have 
been used to describe these patients symptoms for example, psychogenic vertigo, 
functional dizziness, psychiatric dizziness, somatization. In an effort to more clearly define 
this chronic dizziness, Brandt (Brandt, 1991; 1996) defined a syndrome of 'Phobic Postural 
Vertigo' (PPV). Brandt introduced PPV as a discrete clinical identity, distinct from panic and 
agoraphobic disorders, which is argued to occur mainly in patients with obsessive 
compulsive personalities. Patients present with dizziness and balance difficulties despite 
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normal clinical balance testing and show episodic fluctuations in unsteadiness, usually 
associated with certain visual stimuli/perceptual conditions or social situations and anxiety. 
Onset frequently follows periods of emotional distress or develops after an organic 
vestibular disorder. In a sample of 768 patients presenting in a neurology clinical, 17% were 
diagnosed with PPV (Brandt, 1996). It was the most frequently found disorder, behind only 
benign paroxysmal positional vertigo and a follow up study showed a 72% improvement 
rate in PPV patients after a short course of psychotherapy (Brandt et al., 1994). The 
mechanisms perpetuating PPV are argued to stem from a mismatch between anticipated 
and actual motion, resulting in normal postural adjustments being interpreted as arising 
from motion of the surroundings or unexpected postural perturbations. In PPV patients this 
may arise from an 'anxious' control of posture and balance checking (Holmberg et al., 2009; 
Tjernstrom et al., 2009). 
Bronstein and colleagues (Bronstein et al., 1997), point out the considerations needed in the 
diagnosis of PPV; positive indicators of a psychogenic syndrome are often rare in dizzy 
patients as opposed to other areas of neurology, making vertigo of a psychogenic origin 
much more difficult to diagnose than organic vertigo. Furthermore Bronstein emphasises 
the difficulties present when ruling out vestibular disease and urges further research in to 
the complex mechanisms underlying chronic dizziness. A view seconded by Brandt who 
states that the classification of PPV as a clinical syndrome may be a driving force behind 
further research on the psychogenic and multisensory mechanisms underlying balance 
control.  
Chronic Subjective Dizziness (Staab et al., 2004; Staab and Ruckenstein, 2005) is also a 
widely used term to describe long standing symptoms of dizziness and balance problems in 
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the absence of abnormal findings on clinical balance tests. Similarly to PPV, chronic 
subjective dizziness is characterised by persistent dizziness and subjective imbalance with 
hypersensitivity to motion cues.  
A unifying theme apparent across classifications of psychogenic vertigo is the presence of 
dizziness symptoms brought about by visual stimuli and some accompaniment of anxiety. 
Vertiginous symptoms associated with environmental and situational stimuli have been 
described previously as 'visual vertigo' (Bronstein, 1995), 'space phobia' (Marks, 1981), 
'space and motion discomfort' (Jacob et al., 1993), where patients symptoms are triggered 
by certain visual environments. This association between visual processing, anxiety and 
balance function will be discussed further in Chapter 5, in the context of our results from 
patients during recovery after acute VN.  
 
The influence of psychological factors on recovery from balance disorders 
Acute vestibular injury can cause severely traumatic and debilitating symptoms of vertigo, 
nausea and disorientation, from which recovery rates vary, with a large proportion of 
patients remaining symptomatic (Bergenius and Perols, 1999; Halmagyi et al., 2010; Imate 
and Sekitani, 1993). Such an attack can constitute a critical life event and causes high levels 
of anxiety in the acute stage.  A number of studies have investigated the impact of 
psychological factors on why some patients recover well and others go on to develop 
chronic dizziness (Best et al., 2009a; Best et al., 2009b; Godemann et al., 2004a; Godemann 
et al., 2004b; Godemann et al., 2005; Heinrichs et al., 2007; Kammerlind et al., 2005; 
Kammerlind et al., 2011; Yardley and Redfern, 2001; Yardley et al., 2001). Patients with 
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vestibular dysfunction are more prone to develop anxiety symptoms, including agoraphobia 
in the long term and elevated levels of anxiety have in turn been linked to poor outcome 
after acute vestibular injury (Eagger et al., 1992; Godemann et al., 2004b; Godemann et al., 
2005; Kammerlind et al., 2005). Patients who develop anxiety and depressive disorders after 
a vestibular vertigo syndrome also show higher rates of persisting dizziness symptoms, 
compared to those who do not develop psychiatric pathology (Best et al., 2009a; Eagger et 
al., 1992).  
Anxiety after acute VN has been shown to be associated with dysfunctional apprehensions 
and fear of physical symptoms (Godemann et al., 2004b). Godemann and colleagues 
propose that there is a shift from a vestibular to somatoform vertigo in patients who 
develop chronic dizziness, where patients transfer their focus of attention to the threat 
posed by their vertigo experience (Godemann et al., 2004a). Tschan and colleagues (2011) 
found that patients with higher scores of resilience, sense of coherence and satisfaction 
with life acutely, were less likely to develop somatoform vertigo and dizziness in the long 
term. A more recent study found that a tendency to interpret bodily sensations as 
dangerous was predictive of development of a panic disorder after acute VN (Godemann et 
al., 2006). The impact of fear of bodily sensations on recovery was also shown by Heinrichs 
(2007), who found that those patients who scored higher on a fear of bodily sensations 
questionnaire were more likely to complain of dizziness symptoms three months after the 
acute incident.  
Negative beliefs regarding the consequences of dizziness, such as falling, fainting or losing 
control, have also been found to predict long term handicap and can cause avoidance of 
situations that patients fear will induce dizziness (Yardley et al., 2001). Such avoidance 
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behaviours have been previously noted (Yardley et al., 1992b), where chronic vertigo 
patients impose restrictions on daily activities in order to avoid any potential vertigo attacks. 
Yardley (1994) highlights the perpetuating cycle of negative beliefs regarding symptoms, 
avoidance behaviours and handicap - the avoidance of behaviours that induce dizziness can 
prevent recalibration of the balance system, which in itself can retard recovery and 
perpetuate the anxiety-avoidance cycle leading to chronic handicap (Yardley, 2000).  
Given the strong interlinking relationship between psychological mechanisms and balance 
function, the measurement of psychological factors is an important and necessary 
contribution to any investigation concerning recovery from vestibular injury. We assessed 
psychological factors including anxiety, fear of bodily sensations and autonomic arousal in 
the acute and recovery stages of VN.  
 
Method 
Patients completed a battery of questionnaires at acute, recovery and long term follow up 
stages after VN (for patient details please see Clinical Material section).  
At the acute stage patients completed the following validated scales -  
 Dizziness Handicap Inventory  (DHI, Appendix II, Jacobson and Newman, 1990) 
The DHI measures the self-perceived handicapping effects of vestibular symptoms. The 
questionnaire consists of 25 items, divided into 3 subgroups which are designed to assess 
the functional, emotional and physical aspects of dizziness and imbalance. Subjects are 
instructed to answer yes (4 points), sometimes (2 points) or no (0 points) to questions 
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relating to dizziness and vertigo, for example - 'Because of your problem do you have 
difficulty reading?'. A normalised score was calculated by dividing total score by number of 
questions answered and used as an overall measure of recovery (0-1.3 = mild handicap, 1.4-
2.6 = moderate handicap and 2.7-4 = severe handicap). A normalised score was used as 
some patients in the acute stage were not able to answer all questions, for example – 
‘Because of your problem, is it difficult for you to walk around your house in the dark?’. The 
DHI has high internal consistency (Cronbach's alpha = 0.89) and test-retest reliability 
(Pearson product-moment correlation = 0.97).   
 
 Vertigo Symptom Scale (VSS, Appendix III, Yardley et al., 1992a) 
The VSS is used to quantify symptoms of balance disorders and autonomic 
anxiety/somatization. The questionnaire consists of 34 items and contains two main 
subscales. The first assesses frequency, duration and severity of vertigo symptoms (VSS-
VER) and the second, degree of autonomic/anxiety symptoms, which includes a range of 
indicators of somatic anxiety such as excessive sweating and chest pains (VSS-AA). Both 
subscales have good internal consistencies (Cronbach's alpha: VSS-VER = 0.79; VSS-
AA=0.89). The version of the VSS used in the current study is a slightly modified version of 
the original VSS, and subjects are asked to answer each question in relation to the two week 
period prior to completion of the questionnaire (or since vertigo/dizziness started if less), 
rather than the 12 month period assessed in the original version developed by Yardley. In 
the current study, subjects were asked to answer each item on a scale of 0 - 4 (never to very 
often, respectively), regarding 'how often in the past two weeks have you had the following 
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symptoms'. The score for each subscale is calculated by summing responses to each item. 
Higher scores indicate more vertigo and autonomic anxiety.  
 
 Body Sensations Questionnaire (BSQ; Appendix IV, Chambless et al., 1984) 
This 17 item questionnaire is used to assess degree of fear subjects feel towards different 
bodily sensations, for example, heart palpitations, sweating. Subjects are informed that all 
body sensations listed may occur when nervous or in a fear situation and they are asked to 
rate on scale from 0 to 5 how afraid they are of those feelings - 0 being not at all afraid and 
5, extremely afraid. The total score consists of the average of scores across the 17 items. 
The BSQ has been shown to have good test-retest reliability (Pearson product-moment 
correlation = 0.67) and is highly internally consistent (Cronbach's alpha = 0.88). 
 
 Hospital Anxiety and Depression Scale (HADS, Appendix V, Zigmond and Snaith, 
1983) 
The HADS is used to assess state based non-somatic symptoms of anxiety and depression. 
The questionnaire consists of 14 items, which can be divided into two separate anxiety 
(HADS-A) and depression (HADS-D) subscales. Each item pertains to how the subject has 
been feeling in the past week. Scores range from 0 - 3 on each item and total scores on each 
subscale range from 0 (no sign of anxiety or depression) to 21 (maximum level of 
anxiety/depression).  A score of 8-10 is indicative of a possible case of anxiety or depression 
and a score of 11 or more a probable case.  The HADS shows good internal consistency 




At recovery and long term follow up stages, in addition to the above, subjects also 
completed the following questionnaires.  
 State-Trait Anxiety Inventory (STAI, Appendix VI, Spielberger, 1983) 
This questionnaire determines levels of both state and trait based anxiety via two main 
subscales, consisting of 20 items each. As state based anxiety was assessed using the HADS, 
subjects were asked to complete the Trait Anxiety Inventory scale only, in order to keep 
number of questionnaires to a minimum. This trait anxiety scale provides measurement of 
personality-based anxiety levels by measuring to what extent the individual has a stable 
propensity to experience anxiety and the tendencies of the subject to perceive stressful 
situations as threatening. The scale consists of 20 statements (for example, 'I feel nervous 
and restless' or 'I wish I could be as happy as others seem to be') and subjects are required 
to rate how they generally feel on a scale from 1 to 4 (1 = never and 4 = always). Test-retest 
reliabilities for the trait scale are high, ranging from 0.73 - 0.86 and concurrent validity with 
other anxiety questionnaires ranges from 0.73 - 0.85. Score is calculated by summing 
subjects responses on each item, total score ranges from 20 - 80, with higher scores 
indicating higher levels of trait anxiety.  
 
 Situational Vertigo Questionnaire (Apprendix VII, adapted from Jacob et al., 1989) 
This 19 item scale provides measurement of the severity of dizziness symptoms induced by 
different disorientating situations, for example, 'Riding in a car at steady speed' or ' Walking 
down a supermarket aisle'. Subjects are asked to rate from 0 (Seemungal et al., 2011) to 4 
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(very much) the degree to which each situation causes feelings of vertigo or makes their 
vertigo worse. A normalised score for each subject is calculated by dividing total response 
for each item by number of items answered.  
 
Results 
Figure 4.1 shows patients symptoms scores on the DHI (Figure 4.1, A) and VSS (Figure 4.1, B) 
in the acute and recovery stage after VN. Paired-samples t-tests were used to analyse the 
change in questionnaire scores from acute to recovery stages. Degree of handicap as 
assessed by the DHI shows a significant improvement from acute to recovery stages 
[t(24)=7.4, p=<0.001],  representing an improvement in symptoms overall in patients. 
Acutely patients score an average of 2.2 (sd 1.1) on the DHI, decreasing to 0.56 (sd 0.95) at 
the recovery stage. Similarly, VSS scores show a significant decrease in vertigo symptoms 
[t(24)=8.01, p<0.001] and autonomic anxiety [t(24)=3.64, p=0.001] from acute to recovery 
stages. The DHI was used as the main measure of symptomatic recovery after VN in the 
present study. As we were testing patients in the acute and recovery stages after VN (as 
opposed to chronic patients who have been dealing with dizziness for a long period of time) 
some patients had difficulty differentiating between different types of dizziness and 
durations of dizzy symptoms when answering questions on the VSS. Scores for the DHI 
correlate (Pearsons ‘r’, reported as R2) well with total VSS score (R2=0.66, p<0.001) and 
vertigo symptoms score (VSS-VER scale, R2=0.65, p<0.001) in the recovery stage (Figure 4.1, 





















Figure 4.1 - Graphs A and B show averages and standard errors for DHI and Vertigo (VSS-VV) questionnaire 
scores for acute and recovery stages. Graph C shows the correlation between DHI and Vertigo (VSS) symptom 




Anxiety scores as measured with the HADS [t(24)=2.31, p=0.03], depression [HADS, 
t(24)=2.67, p=0.013] and fear of bodily sensations [BSQ, t(20)=0.015, p=0.015] scores also 
decrease significantly from the acute to recovery stages (Figure 4.2). Mean trait anxiety 
measured in the recovery stage by the STAI was 36.22 (sd 8.4) and mean score for on the 















Figure 4.2 - Graphs showing average scores and standard errors for autonomic arousal (VSS-AA), HADS-A 
(anxiety), HADS-D (depression) and fear of bodily sensations (BSQ) in patients in the acute and recovery stages. 





Results from the questionnaire measures show that in the acute stage patients show 
moderate handicap from dizziness symptoms as assessed by the DHI. At the recovery stage 
average scores on both the DHI and vertigo subscale of the VSS decrease, reflecting a 
reduction in dizziness symptoms. Similarly levels of anxiety and autonomic arousal decrease 
from acute to recovery stages, along with fear of bodily sensations and depression levels. 
Levels of trait anxiety reported in our cohort of VN patients (mean score = 36.22) shows 
agreement with another patient population whose trait anxiety was measured with the STAI 
six months after acute VN (mean score = 36.01, Godemann et al., 2004a). State anxiety 
levels (HADS-A) shown in the current study are slightly higher than those reported in a 
previous study (Kammerlind et al., 2011) for both acute and recovery (10 weeks) stages 
after VN, but are lower than those suggestive of possible or probably cases of clinical 
anxiety, at both acute and recovery stages scores (Zigmond and Snaith, 1983).  
The influence of all the psychological measures studied (autonomic arousal, anxiety, 
depression and fear of bodily sensations) on symptomatic recovery from VN will be 











Dizziness presents as a common chronic symptom that affects approximately 30% of the 
general population (Nazareth et al., 1999). It is frequently associated with extensive 
handicap and often remains untreated (Yardley et al., 1998b). A study assessing the social 
impact of dizziness (Bronstein et al., 2010) found that over 50% of patients presenting at a 
balance clinic reported problems concerning work, with 21% having given up work due to 
symptoms. Severe social handicap was also reported, along with family difficulties arising 
from dizziness.  
The intense vertigo, nystagmus and imbalance that characterise acute vestibular lesions, as 
in vestibular neuritis, resolve over a matter of days.  Long term, however, up to 30-50% of 
patients report chronic symptoms of dizziness and unsteadiness (Bergenius and Perols, 
1999; Halmagyi et al., 2010; Imate and Sekitani, 1993). This carries a heavy personal and 
social burden  leading to frequent consultations in general practice, old-age medicine, 
neurology and ENT (Hopkins, 1989).  
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Conventional vestibular physiology and clinical testing have traditionally focused on 
brainstem reflex functions. Although some recent studies have argued that a positive head 
thrust test in the long term after AVN may be associated with poorer outcome (Kim et al., 
2008; Mandala and Nuti, 2009), the majority of the literature shows poor correlation 
between these reflex indicators of vestibular function and symptoms (Bergenius and Perols, 
1999; Godemann et al., 2005; Jacobson and McCaslin, 2003; Kammerlind et al., 2005; 
Okinaka et al., 1993; Palla et al., 2008). These reflexive tests not only correlate poorly with 
symptomatic recovery but also fail to take into account the massive vestibular cortical 
projection (Fukushima, 1997) and little is known about the role of vestibular perception in 
symptomatic recovery. Given that dizziness is a symptom, the lack of investigation in this 
area is surprising, especially in light of the numerous imaging studies that show significant 
changes occurring at the cortical level  (Bense et al., 2004; Dieterich and Brandt, 2008; 
Helmchen et al., 2009; Helmchen et al., 2011; Zu Eulenburg P. et al., 2010) after peripheral 
vestibular injury.  
The mechanisms that perpetuate chronic dizziness are at present unclear. Long term 
symptomatic vestibular patients show increased visually-induced postural sway and report 
chronic visually-induced dizziness (Redfurn & Furman, 1994; Bronstein 1995; Bisdorff et al; 
Longridge and Mallinson, 2005) thought to be mediated by increased visual dependence 
(Guerraz et al., 2001). In addition, psychological factors are also influential (Best et al., 2009; 
Godemann et al., 2004; Godemann et al., 2005; Heinrichs et al., 2007; Kammerlind et al., 
2005; Yardley and Redfern, 2001) but whether anxiety and visual dependency, both linked 
to chronic dizziness, are connected or interdependent is not known. This may well be the 
case, given that clinicians report that patients with psychogenic dizziness describe sensitivity 
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to complex visual stimuli (Querner et al., 2002; Staab and Ruckenstein, 2005; Tjernstrom et 
al., 2009).  
In order to provide a comprehensive evaluation of the factors affecting recovery after 
vestibular neuritis, patients were assessed on a number of measures including, 
psychophysical vestibular testing, visual dependency and psychological factors, in addition 
to brain stem vestibular reflex testing. 
 
Method 
Patients were tested in the acute, recovery and long term follow up stages after VN (for 
patient details please see Clinical Material section). Patients underwent a battery of tests 
(for details of individual test protocols and analysis please see the relevant chapters and 
sections as stated), consisting of:   
 1. Vestibular threshold perception test (Chapter 1) - measured vestibulo-perceptual 
and vestibulo-ocular responses to threshold horizontal angular velocity rotations.  
 2. Supra-threshold vestibular perception test (Chapter 2) - measured vestibulo-
perceptual and vestibulo-ocular responses to supra-threshold horizontal angular velocity 
rotations.  
 3. Rod and disk test (Chapter 3) - assessed visual dependency 
 4. Questionnaires (Chapter 4) - assessed psychological factors such as, autonomic 




 5. Caloric test (Clinical Material section) – conventional clinical measurement of 
peripheral vestibular function 
Results from all tests were collated and analysed with respect to recovery in order to 
investigate which factors were important in predicting poor recovery from VN. Degree of 
symptomatic recovery was assessed using the VSS vertigo scale (VSS-VER), which measures 
frequency and intensity of vertigo symptoms. DHI score was also used as a measure of 
recovery, which provides assessment of perceived handicap due to dizziness.  
 
Statistical analysis 
Factors affecting vertigo symptom recovery (VSS-VER) and degree of handicap (DHI) at the 
recovery stages were investigated using correlational (Pearsons 'r') and multiple regression 
analysis. Pair-wise Factor Analysis (Tabachnick and Fidell, 1996) was also carried out in order 
to provide additional interpretation of significant correlations and to summarise any 
associations between the variables measured.  In order to minimise the number of 
correlations, duration supra-threshold measurements only are included. Duration data, 
which is a straightforward measurement, is representative of supra-threshold responses and 
correlates well with time constant (R=0.8, P<0.001) and AUC (R=0.8, P<0.001) 
measurements taken during supra-threshold testing. 
 
Results 
Symptoms improved dramatically from acute to recovery stages, with a decrease in vertigo 
symptom load (VSS-VER) from 16.9 (sd 9.9) acutely, to 4.3 (sd 5.6) at recovery. Level of 
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handicap as measured by the DHI also decreased from 2.2 (sd 1.1) acutely to 0.57 (sd 1.0) in 
the recovery stage.  Although there was a general improvement in symptom scores from 
acute to recovery stages, variability in recovery rates was observed. Sixty percent of patients 
(n=15) presented with vertigo symptoms at the recovery stage, and 56% of patients (n=14) 
reported some degree of handicap due to dizziness. Therefore the effect of all variables 
measured including, peripheral vestibular function, vestibular perception (threshold and 
supra-threshold), visual dependency and psychological factors on symptomatic recovery 
was measured. Table 1 provides a summary of all variables measured, showing results for 




























Table 2 – Shows mean (standard deviation) values across all patients for each variable measured at acute and 
recovery stages. DHI = Dizziness Handicap Inventory; VSS = Vertigo Symptom Scale; VSS-VER = vertigo 
symptom sub scale of the Vertigo Symptom Scale; VSS-AA - Autonomic anxiety subscale of the Vertigo 
Symptom Scale; HADS-A = Anxiety subscale of the Hospital Anxiety and Depression scale; HADS-D = Depression 
subscale of the Hospital Anxiety and Depression scale; BSQ = Body Sensations Questionnaire. Spielbergers Trait 
= Speilbergers Trait Anxiety Inventory. 
 
Acute predictors of poor symptomatic recovery 
In order to identify acute predictors of symptomatic recovery, hierarchical multiple 
regression was carried out using vertigo symptoms (VSS-VER) at recovery stage as 
dependent variable. Using the ‘enter’ method (SPSS), acute measures were entered into the 
regression analysis in four blocks; canal paresis was entered first, followed by threshold and 
supra-threshold perceptual measures (mean and % asymmetry), visual dependency was 
entered in the third block, and lastly, questionnaire measures assessing psychological 
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factors (HADS; BSQ; VSS-AA) comprised the fourth block. The regression analysis produced 
no significant models (p>0.05); canal paresis alone did not predict symptom scores at 
recovery (p=0.68), inclusion of vestibular perceptual variables into the regression model also 
failed to significantly predict symptom scores (p=0.58), as did the additional inclusion of 
visual dependency (p=0.098) or psychological variables (p=0.27). However, of note the 
analysis showed acute visual dependency and autonomic anxiety levels as excluded 
variables despite significant predictive power on vertigo symptoms scores at the recovery 
stage (visual dependency - beta in= 0.64,  t=3.22, p=0.005; autonomic anxiety - beta in= 
0.53, t=2.5, p=0.022). 
Table 2 shows correlations between all acute variables measured and symptom scores at 
the recovery stage. Independent linear regression analysis identified vertigo symptom score 
at recovery to be significantly predicted by acute visual dependency (R2=0.36, p=0.002), 
acute autonomic anxiety (R2=0.26, p=0.004). Higher levels of acute visual dependency 
(R2=0.43, p=0.001) and autonomic anxiety (R2=0.37, p=0.001) are also shown to be 
significantly associated with increased handicap due to dizziness at the recovery stage (as 












Table 3. Matrix showing correlations between all acute measures and recovery symptom scores. Pearson R correlation coefficients are reported. Significant correlations in 
bold. ** Significant at the p=0.01 level. * Significant at the p=0.05 level. VSS-VER = vertigo symptom sub scale of the Vertigo Symptom Scale; DHI = Dizziness Handicap 
Inventory; VSS-AA - Autonomic anxiety subscale of the Vertigo Symptom Scale; HADS-A = Anxiety subscale of the Hospital Anxiety and Depression scale; HADS-D = 
Depression subscale of the Hospital Anxiety and Depression scale; BSQ = Body Sensations Questionnaire.   
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Percentage change in vertigo symptoms (VSS-VER) from acute to recovery stages was also 
correlated with all acute measures and is shown in Table 2. The percentage change in 
vertigo scores from acute to recovery stages was however not shown to correlate with any 
baseline measures. This lack of correlation may be due to a possible 'ceiling effect' present 
in acute vertigo scores, as these were assessed in patients at VN onset where vertigo 
symptoms are maximal. In addition, in such an acute stage, patients are not able to 
comment adequately on frequency and duration of vertiginous symptoms as required by 
the VSS-VER scale, which may further effect any assessment of vertigo symptoms acutely.  
 An additional multiple regression analysis using only acute visual dependency and 
autonomic anxiety measures as independent variables was carried out, with vertigo 
symptom score at recovery as dependent variable. Using the step-wise method, a significant 
model emerged with one predictor variable: acute visual dependency [F(1,21)=11.21, 
p=0.003. Adjusted R2=0.36]. Autonomic anxiety was rejected from the model suggesting a 
high co-linearity with visual dependency. Current results show those patients with higher 
levels of visual dependency and autonomic anxiety in the acute stage show higher levels of 




















































Figure 5.1 – Scatter plots showing correlations between symptomatic recovery (VSS-VER at recovery stage) and 









Recovery stage measures and symptom outcome 
Individual bivariate correlations were carried for all recovery measures (Table 3). Vertigo 
symptom score at the recovery stage was significantly correlated with autonomic anxiety 
(R=0.69, p<0.001), HADS (anxiety, R=0.56, p=0.003; depression, R=0.66, p<0.001), BSQ 
(R=0.45, p=0.033), mean perceptual thresholds (R=0.48, p=0.017), canal paresis (R=0.65, 
p=0.001) and visual dependency level (R=0.52, p=0.012). Degree of handicap at the recovery 
stage (DHI) also significantly correlated with HADS (anxiety, R2= 0.44, p=0.001; depression, 
R2=0.49, p<0.000), BSQ (R2= 0.43, p=0.001) and VSS autonomic anxiety (R2= 0.51, p<0.001) 
scores in the recovery stage. Mean perceptual thresholds (R2= 0.26, p=0.011) and canal 
paresis (R2= 0.26, p=0.012) in the recovery stage also correlated with handicap but to a 
























Table 4. Matrix showing correlations between all measures at the recovery stage. Pearson R correlation coefficients are reported. Significant correlations in bold.   
** Significant at the p=0.01 level. * Significant at the p=0.05 level. VSS-VER = vertigo symptom sub scale of the Vertigo Symptom Scale; DHI = Dizziness Handicap Inventory; 
VSS-AA - Autonomic anxiety subscale of the Vertigo Symptom Scale; HADS-A = Anxiety subscale of the Hospital Anxiety and Depression scale; HADS-D = Depression 
subscale of the Hospital Anxiety and Depression scale; BSQ = Body Sensations Questionnaire; Trait = Spielbergers Trait Anxiety Inventory. 
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An additional hierarchical multiple regression analysis was carried out using vertigo 
symptom score (VSS-VER) at recovery stage as dependent variable. Those recovery 
measures that correlated significantly with vertigo score at recovery were included as 
independent variables. Similarly to the previous hierarchical regression analysis, canal 
paresis was entered in the first block, followed by vestibular perceptual measures (mean 
perceptual threshold only) in the second, visual dependency in the third and psychological 
measures (HADS; BSQ; VSS-AA) in the fourth block. All models produced by the regression 








Table 5 – Model summary from hierarchical multiple regression analysis with vertigo symptoms (VSS-VV) at 
recovery stage as dependent variable. All independent variables entered into the model were recovery stage 
measures.  
 
The most significant model contained canal paresis, mean perceptual thresholds, visual 
dependency and psychological measures at the recovery stage [F(6,12)=15.40, p<0.001. 
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Adjusted R2=0.83]. These results suggest that higher vertigo symptom load at recovery stage 
is best predicted by examining a number of variables at the recovery stage, including 
persisting canal paresis, increased visual dependency, reduced vestibular perceptual 
thresholds and higher levels of anxiety and fear of bodily sensations.  
Exploratory pair-wise Factor Analysis (Table 6) was also carried out in order to provide 
additional interpretation of the significant correlations between symptomatic recovery and 
acute/recovery measures identified. Those variables both at the acute and recovery stages 
that were found to be significantly predictive of, or associated with, symptomatic recovery 
were included. The analysis produced two components. The first component accounting for 
59.15% of the variance loaded symptom score (VSS-VER) in the recovery stage, which was 
highly associated with level of visual dependency and autonomic anxiety (acutely and in the 
recovery stage), HADS and BSQ scores in the recovery stage and, to a lesser extent, mean 
perceptual thresholds. The second component accounting for 15.71% of variance loaded 
canal paresis only and notably did not include clinical outcome (VSS-VER). The strong 
association shown between symptom outcome, visual dependency and psychological 




























Table 6 - Pair-wise Factor Analysis. Component 1 accounts for 59.15% of variance within the data set, and 
component 2 accounts for 15.71% of variance. Those variables that load strongly (>0.7, Hair et al., 1998) on 
each component are shown in bold. 
 
 
The bivariate correlations of recovery stage measures (Table 4) identified a number of 
additional significant correlations highlighting different patterns of associations between 
variables at the recovery stage. Psychological measures were inter-correlated and 
autonomic anxiety, anxiety, depression and fear of bodily sensations scores all correlated 
highly with each other. In addition, higher levels of visual dependency were significantly 
associated with increased autonomic anxiety (R=0.66, p=0.001), fear of bodily sensations 
(R=0.52, p=0.016), anxiety (R=0.59, p=0.003, trait anxiety – R0.53, p=0.013) and depression 
(R=0.71, p<0.001).   Situational vertigo scores, which provide a measure of visually mediated 
dizziness symptoms, showed significant correlation with increased anxiety (R=0.56, 
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p=0.004), depression (0.76, p<0.001) and fear of bodily sensations (R=0.58, p=0.004), 
however did not correlate with increased visual dependency (R=0.38). Additional significant 
correlations noted were mean perceptual thresholds and autonomic anxiety (R=0.54, 
p=0.006); depression (R=0.48, p=0.017); fear of bodily sensations (R=0.64, p=0.001), as well 
as mean supra-threshold responses and trait anxiety (R=0.65, p=0.001).  
 
Results show that patients who display higher levels of visual dependency and autonomic 
anxiety acutely are less likely to recover well and show higher symptom load at the recovery 
stage. At the recovery stage, a number of variables are associated with symptom load, 
including visual dependency, autonomic anxiety, canal paresis, perceptual thresholds, in 
addition to psychological measures of anxiety and fear of bodily sensations.  
 
Symptomatic recovery and clinical data 
Figure 5.2 summarises clinical examination data and illustrates the correlation between 
percentage canal paresis (caloric test) and vertigo symptom score (VSS-VER) in the recovery 
stage. At recovery stage nine patients had a positive head thrust test, whose symptom level 
ranged from asymptomatic to high (VSS-VER=23), with handicap (DHI) ranging from mild to 
severe. Three patients had BPPV (positive Hallpike manoeuvre), with a range of symptom 
scores (VSS-VER score, 9-23) and handicap (mild to severe). These BPPV patients were all 
treated successfully (negative Hallpike at long term follow up), however continued to show 
mild (n=1), moderate (n=1) and severe (n=1) levels of handicap at the long term follow up 
stage. Seven patients had a history of migraine and vertigo symptom score ranged from 0 to 
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23 on the VSS-VER. Level of reported handicap (DHI) in these patients with migraine also 

















Figure 5.2 – Graph showing individual patients’ vertigo symptoms scores (VSS-VER) and % canal paresis at the 
recovery stage. Clinical data concerning the presence of positive head thrust, BPPV at the recovery stage and 
history of migraine is also shown for each patient.  
 
Although, patients presenting with positive head thrust, BPPV and a history of migraine 
show a range of vertigo symptoms scores at the recovery stage, the patient scoring the 
highest on the VSS-VER scale at the recovery stage did show concurrent positive head thrust 
and BPPV. One-way ANOVA analysis showed that patients with a positive head thrust at 
recovery scored significantly higher than those patients with a negative head thrust on both 
the VSS-VER [F(1,23)=10.03, p=0.004] and DHI [F(1,23)=16.12, p=0.001]. There was no 
significant difference found in vertigo symptoms scores in those patients with and without 
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migraine, however those with migraine did score significantly higher on the DHI at recovery 
[F(1,23)=10.17, p=0.004]. Due to the low number of patients presenting with BPPV at the 
recovery stage (n=3) non parametric statistics were applied (Mann-Whitney-U test), which 
showed that those patients with BPPV scored significantly higher on the vertigo symptom 
scale (z=-2.51, p=0.012) and DHI (z=-2.67, p=0.008), at the recovery stage.  
 
Long term follow up  
Comparisons between the recovery stage (10 weeks) and long term follow up (11 months) 
show no significant change in vertigo symptom load (VSS-VER) or perceived handicap due to 
dizziness (DHI), suggesting that the majority of symptomatic recovery had taken place by 
approximately 10 weeks after onset, as previously described  (Kammerlind et al., 2011). 
However additional correlational analysis was carried out to assess whether those measures 
important in symptomatic recovery outlined, continue to predict symptom load at long term 
follow up. Acute visual dependency level continues to predict level of perceived handicap 
due to dizziness (DHI, R= 0.65, p=0.009) and to a lesser degree vertigo symptom scores 
(R=0.55, p=0.05) at the long term follow up stage. Visual dependency at the recovery stage 
is also predictive of recovery in the long term stage, as measured by Dizziness handicap 
Inventory (R=0.61, p=0.13). Autonomic anxiety levels acutely (R=0.66, p=0.004) and at the 
recovery stage (R=0.65, p=0.005) continue to predict vertigo score at long term follow up, as 
well as dizziness handicap level (DHI - acute VSS-AA, R=0.72, p=0.001; recovery VSS-AA, 
R=65, p=0.005). In addition, anxiety, at the recovery stage, as measured with the HADS, also 
correlated with vertigo symptom scores (R=0.68, p=0.003) and handicap (R=0.61, p=0.009) 
in the long term follow up stage. In contrast mean perceptual thresholds and canal paresis, 
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which were correlated with vertigo symptom score in the recovery stage, are no longer 
associated with vertigo symptoms or dizziness handicap level at long term follow up. 
The variables strongly associated with symptom outcome were, at the acute stage, visual 
dependency and autonomic anxiety.  At the recovery stage, in addition to these two 
variables, psychological factors (BSQ and HADS) and, to a lesser extent, raised perceptual 
vestibular thresholds also correlated significantly with symptoms. Factor analysis showed 
that these variables loaded strongly as a single component alongside clinical outcome. 
Degree of canal paresis at the recovery stage also correlated with symptoms, however it 
loaded separately on a second component which, notably, did not include symptomatic 
recovery and failed to predict symptoms at the long term recovery stage.  
 
Discussion 
Our results show that factors affecting recovery from VN do not operate in isolation; 
symptomatic recovery is influenced by a number of variables, including visual dependency, 
psychological factors and canal paresis. However, what is remarkable about the current 
findings is the strong predictive power of acute levels of visual dependency and autonomic 
arousal on recovery. In addition, analysis highlights the interconnected nature of visual 
dependency and psychological variables and their impact on vertigo symptom resolution 
and level of handicap after VN. The value of visual dependency and psychological measures 
in predicting symptomatic outcome is further shown when looking at long term follow up 





Visual dependency and symptomatic recovery 
Visual dependency and dizziness brought on by complex or moving visual surroundings are 
common in chronically symptomatic vestibular patients (Bronstein, 1995; Longridge et al., 
2002; Pavlou et al., 2006; Redfern and Furman, 1994). This is puzzling given that even in 
simple animal models (goldfish) the increased use of visual cues acutely after unilateral 
vestibular injury is not permanent and reliance on vision lessens over the compensation 
period, due to CNS plasticity (Burt and Flohr, 1991b). Although an increase in weighting of 
visual information acutely (Chapter 3) is an expected adaptive mechanism immediately after 
vestibular failure, our data shows that too much reliance on vision acutely, or an inability to 
re-weight inputs appropriately during the compensatory process, impedes recovery. The 
detrimental effect of over-reliance on visual cues acutely is further substantiated by a study 
carried out by Parietti-Winkler and colleagues (Parietti-Winkler et al., 2008). They found 
that patients who were more visually dependent before vestibular schwannoma surgery 
showed increased postural deterioration immediately after surgery and slower 
improvement, compared to patients who showed a lower reliance on vision preoperatively. 
The intrinsically ambiguous role of visual information in signalling both self and object 
(surroundings) motion (Kleinschmidt et al., 2002; Lee, 1980) would imply that patients with 
effective recovery should revert back to a non-visual (i.e. inertially based) mode of spatial 
orientation. Indeed, chronic dizziness patients who underwent desensitization rehabilitation 
protocols consisting of exposure to disorientating visual stimulation showed greater 
improvement in subjective symptom scores and posturography measures, than patients 
undergoing customised physiotherapy treatment regimes solely (Pavlou et al., 2004). What 
our current study highlights is both the impact of increased visual dependency acutely and 
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the inability by those patients who not recover well to down-regulate visual information and 
increase use of vestibular information. The latter is evident in our data in that increased 
vestibular perceptual thresholds are also associated with poor symptomatic outcome.  In 
agreement, Peterka (2011) found that those patients who did not recover as well after 
unilateral vestibular injury tended to make less use of vestibular information in postural 
control.  
Effective spatial orientation and balance control depend on complex sensori-motor 
mechanisms that allow individuals to effectively select and utilise appropriate sensory 
inputs in order to maintain balance. Our findings show that poor recovery in acute VN may 
stem from limitations in perceptual-motor processing that impede the ability of patients to 
re-weight sensory inputs effectively during recovery. Studies have shown variability across 
normal subjects in their abilities to re-weight sensory inputs in response to disorientating 
stimuli (Redfern et al., 2001) and individuals in the general population differ in the degree to 
which they rely on vision for orientation (Dichgans et al., 1972). Furthermore, studies have 
shown that increasing difficulties in postural balance tasks can enhance these inter-
individual differences (Cremieux and Mesure, 1994; Streepey and Angulo-Kinzler, 2002). 
Findings suggest that the inability of patients to re-weight sensory information after VN may 
be due to pre-morbid sensory strategies. Differences between patients in their perceptual-
motor skills, required for the dynamic adaptation involved in sensory re-weighting 
processing, may stem from developmental factors (Grove and Lazarus, 2007). In addition, 
degree of sensori-motor expertise has been shown to play a role in how well individuals can 
modulate the weightings of the sensory inputs utilised in balance; for example, gymnasts 
have been shown to be better capable of changing the use of sensory modalities in unstable 
postures compared to normal subjects  (Vuillerme et al., 2001).     
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Current findings suggest that rather than being a result of the severity of vestibular 
peripheral dysfunction in the acute stage (with which acute visual dependency shows no 
association - Table 3), poor recovery in the long term is resultant from inefficiencies in these 
sensory integration mechanisms in their ability to appropriately utilise visual information 
after vestibular injury. If too much reliance is placed on vision acutely or if sensory 
integration mechanisms are unable to re-weight sensory inputs effectively by down-
regulating visual information during recovery, patients recover poorly and show increased 
handicap and vertigo symptoms at the recovery stage.  
    
Psychological factors affecting symptomatic recovery 
The current study shows that increased levels of autonomic arousal acutely are predictive of 
poor long term symptomatic outcome. Present results agree with previous findings that 
show anxiety-related somatic symptoms to better predict improvement of vertigo 
symptoms after vestibular injury, compared to conventional vestibular testing (Yardley et 
al., 1994). Correlations have also been shown between autonomic symptoms, as measured 
with questionnaires, and dizziness symptoms (Yardley et al., 1992a), in addition to 
physiological studies that report autonomic dysfunction in patients with dizziness (Kawasaki, 
1993; Nakagawa et al., 1993). Autonomic arousal has also been shown to effect central 
perceptual mechanisms and studies show evidence that increases in autonomic arousal can 
lead to heightened perception of internal cues and somatic processes, and 
misinterpretation of bodily cues (Rief et al., 1998). It has also been shown that 
experimentally induced increased levels of cortisol enhance auditory and taste cues (Fehn-
Wolfsdorf, 1994). Furthermore, elevated autonomic arousal has been found to mediate 
conditioned aversive responses  (Challis and Stam, 1992) and has also been shown to 
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correlate with increased intensity in the perception of negative emotions (Chwalisz et al., 
1988).  Current results that show an association between autonomic anxiety and fear of 
bodily sensations may suggest a similar enhancement in perception of vestibular cues in 
dizzy patients, due to increased autonomic arousal. 
In addition to autonomic arousal, anxiety and fear of bodily sensations in the recovery 
stages also correlate with higher levels of reported handicap and predict symptomatic 
recovery in the long term follow up stages after VN. Numerous studies have shown levels of 
anxiety and fear of bodily sensations to be associated with symptomatic outcome after 
vestibular injury (Best et al., 2009a; Eagger et al., 1992; Godemann et al., 2004b; Godemann 
et al., 2005; Kammerlind et al., 2005). Staab (2007) highlights the possible role of 
conditioning in the relationship between anxiety and dizziness symptoms.  Anxiety may be 
linked to certain situations or movements in which vertigo was experienced or by which 
vertigo was triggered, which can lead to avoidance behaviours. Avoiding vertigo eliciting 
behaviours in the recovery period after VN may perturb vestibular compensation, leading to 
further symptoms, thus perpetuating the dizziness-anxiety cycle (Yardley, 1994; Yardley, 
2000). Previous prospective (Eckhardt-Henn et al., 2003; Godemann et al., 2004a) and 
retrospective studies (Staab and Ruckenstein, 2005; Staab and Ruckenstein, 2003) have also 
shown trait anxiety to be associated with chronic dizziness. In contrast, trait anxiety as 







A link between psychological factors and visual dependency 
A novel finding in our current study is the strong association between psychological factors 
and visual dependency, and their combined influence on predicting clinical outcome after 
vestibular injury.  
The relationship between visual dependence and personality factors has long been 
recognised (Witkin et al, 1954). According to Witkin, visually dependent (normal) subjects 
tend to be characterized by passivity in dealing with the environment, unfamiliarity with and 
fear of their own impulses as well as lack of self-esteem. Association between psychological 
factors and sensory integration processes, and more specifically visual motion processing, 
has been shown in a number of posturography studies. Patients with anxiety disorders 
(Redfern et al, 1997) and agoraphobia (Yardley et al, 1992) exhibit augmented visually 
induced postural sway, which is argued to be caused by an increased reliance on visual and 
proprioceptive cues in balance maintenance (Jacob et al, 1997; 2009). Patients with Phobic 
Postural Vertigo, a form of psychogenic dizziness (see Chapter 4), also report visual motion 
sensitivity and generate increased sway path in response to roll-plane visual stimulation 
(Querner et al., 2002). In addition, Tjernstrom (2009) found PPV patients unable to use 
visual information as efficiently as normal subjects in the modulation of postural control and 
results showed that patients were less able to adapt postural strategy in response to 
proprioceptive perturbation. The inter-related nature of anxiety and visual processing is 
further shown by a study carried out by Ohno and colleagues (Ohno et al., 2004) that 
showed the effect of anxiety on postural sway to be mediated by the presence of visual 
information, and found that the increases in sway in situations of increased state anxiety 
were abolished in eyes closed conditions. Of note, a multifactorial study of acrophobia 
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(Coelho and Wallis, 2010) in a normal population also found visual dependence, less 
postural ability, situational characteristics questionnaire (as used in previous work by 
Guerraz et al., 2001) and the BSQ to have predictive value (Coelho and Wallis, 2010).  
Finally, although not validated with psychophysical or postural techniques, patients with 
Chronic Subjective Dizziness, who can be improved with simple antidepressant medication, 
are also characterised by sensitivity to complex visual stimuli (Staab et al., 2004). 
The intricate relationship between the balance system and psychological state is reflected 
neuro-anatomically, with data showing links between neural networks processing visual, 
vestibular and emotional inputs.  ”Head direction” cells, sensitive to visual (background in 
particular) and vestibular input, are ubiquitous in the limbic system (for review see Taube, 
2007).  Also, vestibular input projects to the parabrachial nucleus (Balaban, 2004), which 
receives information from central amygadaloid, infralimbic and prefrontal cortex areas that 
modulate conditioned aversion and fear responses (Charney & Deutsch, 1996; Gorman et al, 
2000, LeDoux et al, 1988). This network may be important in maintaining a state of context 
dependent balance and an internal sense of well-being, as well as in the generation of 
emotional and behavioural responses (Balaban and Thayer, 2001).  Furthermore, it has been 
argued that the increased sensitivity to peripheral visual stimulation shown in patients with 
panic disorder stems from a more active peripheral ‘visual alarm system’ (Caldirola et al., 
2011). The peripheral visual system links with areas of the frontal and right internal 
temporal lobes, including the amygdala, which form part of a fast acting response network 
that processes peripheral visual field input, and has shown a reaction time as soon as 80ms 
after presentation of fearful stimuli (Bayle et al., 2009). Such networks would provide the 
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basis for the tight interaction found between persisting dizziness, visual dependency and 
psychological dysfunction in our patients. 
The study carried out by Caldirola (2011) measured postural sway in patients with panic 
disorder during visual stimulation in the central and peripheral visual fields. They found that 
patients exhibited increased sway during peripheral field presentation, compared to normal 
controls.  Furthermore state anxiety was shown to significantly influence patient responses 
during peripheral but not central field stimulation, whereas level of trait anxiety was not 
shown to influence postural responses in either stimulation condition. Caldirola and 
colleagues suggest that the increased sensitivity to complex visual environments shown in 
panic disorder (and agoraphobic) patients involves a hypersensitivity to alarm triggers for 
visual-balance connections. This they argue, stems from interoceptive conditioning linked to 
destabilizing visual stimuli and operant learning processes relating to avoidance of situations 
provoking discomfort. In agreement, peripheral vision has previously been shown to be 
important in orientation and defensive reactions to visual motion, involving short latency 
postural adjustments, in addition to head and eye movements (Berencsi et al., 2005; Palmer 
and Rosa, 2006).  
The heightened state of sensitivity to visual stimuli observed in panic disorder patients, can 
also be related to Phobic Postural Vertigo patients who present with an ‘anxious’ control of 
posture and show increased readiness to react to postural perturbations (Tjernstrom et al., 
2009). During quiet stance PPV patients show increased sway compared to normal subjects, 
however in situations of postural threat patients and controls show similar postural 
strategies, in that normal subjects in conditions of perceived threat adopt a postural 
strategy that is similar to the strategy used by PPV patients during quiet stance (Holmberg et 
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al., 2009). These findings suggest that PPV patients operate in a constant state of perceived 
postural threat, showing no additional postural changes in situations of actual threat.  
The tendency to interpret visual stimuli as threatening or signalling of dizziness onset may 
stem from the effect that emotional state has on cognitive processing. Mathews and 
Macleod (2005) provide a review of recent research that indicate biases in cognitive 
processing are common across emotional disorders. In particular, anxiety patients show bias 
in facilitating learning towards threatening information and show enhanced implicit 
memory advantages for threat-related words (MacLeod and McLaughlin, 1995).  
Concerning our results, the increased levels of anxiety and visual dependency may reflect a 
change in the balance maintenance strategy employed by patients in the acute stage of VN, 
at a time when vertigo and disorientating symptoms are maximal. However, an inability to 
‘re-adapt' or revert back to more adaptive strategies during recovery (i.e. reduced anxiety 
and dependence on visual cues) may result in poor symptomatic outcome. The strong 
association between visual dependency, psychological states, and symptoms (Table 6) 
suggests that rather than being solely dependent on a single factor, recovery from unilateral 
vestibular deficit is a function of centrally modulated mechanisms of sensory integration, 







Limitations and Considerations 
 
There are certain limitations present within the current study that should be taken into 
account when examining findings. Firstly, the study has a relatively small sample size of 
patients, however numbers agree approximately with vestibular neuritis patients seen at 
our institution over the course of a year (Cutfield et al., 2011b). There was also a loss of 
patients to follow up, resulting in relatively small sample sizes for longitudinal analysis. 
Future studies may employ improved methods in order to ensure maximal retention of 
patients in the study such as scheduling subsequent follow ups in the acute stage, with 
letters sent to remind patients of appointments. Also, follow up testing may be scheduled to 
coincide with outpatient follow up appointments.  
The Factor Analysis and hierarchical multiple regression currently employed are valuable 
tools in identifying the associated factors and acute predictors of symptom recovery. 
However due to the large number of independent variables assessed, the case to variable 
ratio within the present study may be sub-optimal for this analysis and must be considered 
when interpreting these results.  
The proportion of patients recovering well in the current study is also slightly higher than 
previously reported. Although the literature shows variation in percentage of patients who 
recovery badly [30-50% of patients reporting chronic symptoms (Bergenius and Perols, 
1999; Halmagyi et al., 2010; Imate and Sekitani, 1993), current findings shows a slight 
binomial distribution of recovery rates. Although a large percentage of patients do report 
some degree of persisting symptoms at the recovery stage, these seem to be lie mostly in 
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the ‘mild’ handicap range (as assessed by DHI) or severe (N=2), with few scoring moderate 
levels of handicap. The rather positive trend of recovery shown in the present population of 
patients may be due to the fact that patients were seen by a team specialising in balance 
disorders in the very acute stages of VN and had diagnosis confirmed by specialist clinical 
testing. Therefore we may have inadvertently biased results by lowering levels of acute 
anxiety that may otherwise be present during acute attacks of vertigo (in the absence of any 
reliable diagnosis concerning cause). Clinical anecdotal experience shows that chronically 
symptomatic patients presenting at neuro-otology services have often not previously 
received the correct diagnostic label and have incomplete understanding regarding their 
problem and prognosis.  
In addition to the factors outlined presently as being important in symptomatic recovery 
(sensory integration strategies and psychological factors), current findings do show that 
additional clinical elements, for example development of BPPV and history of migraine 
should not be overlooked. When looked at from the view of a wider medical community, 
the presence of additional clinical factors must be taken in to consideration when 











The results from the psychophysical tests (Chapters 1 and 2) show that vestibulo-perceptual 
function is significantly affected by peripheral vestibular failure due to vestibular neuritis. 
Vestibulo-perceptual responses to threshold angular acceleration are similar to vestibular-
ocular responses and show a large degree of asymmetry in the presence of the unilateral 
vestibular deficit. In contrast, vestibular perception is bilaterally reduced in response to 
supra-threshold rotations – stimulations that in normal subjects produce responses 
comparable to the perceptual symptoms of vertigo experienced in acute VN. These results 
suggest that the bilateral suppression, of supra-threshold vestibular perception specifically, 
may act as a protective mechanism to guard against vertigo sensations. The perceptual 
‘shut-down’ observed acutely provides the first evidence that higher-order cortical 
mechanisms are engaged in vestibular compensation and vertigo suppression.  
In addition, results from the rod and disk test reflect sensory integration mechanisms acting 
acutely to increase the weighting of visual cues. Although this increase in visual weighting 
may be viewed as an adaptive compensatory mechanism operating in response to reduced 
and unreliable vestibular input, current findings show that higher levels of visual 
dependency acutely strongly predicts poor symptomatic recovery. Patients who show 
higher levels of visual dependency in the acute and recovery stages are more likely to 
remain symptomatic in the chronic stages after vestibular neuritis. Additionally, a higher 
level of autonomic anxiety in the acute stage also predicts poor clinical outcome, as well as 
anxiety and fear of bodily sensations in the recovery stage. What is striking in the current 
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findings is the extent to which visual dependency and psychological factors are interlinked, 
and how acute measurements of these factors significantly predict symptomatic recovery in 
the long term. Present findings illustrate the impact of psychological processing on 
mechanisms of sensory integration in spatial orientation and furthermore, highlight the 
importance, even in the very acute stages, of these associated factors on symptom 
resolution after acute balance injury.  What remains is the challenge of identifying patients 
in the acute stage so that a progression to chronic symptoms may be prevented, for 
example, by visuo-vestibular physiotherapy (Pavlou et al., 2011). Neuro-otology services can 
incorporate the laptop version of the rod and disk test (Figure 3.1) which, in this study, had 
the strongest predictive power. Of potentially more widespread application is the finding 
that the autonomic arousal component from Yardley’s VSS questionnaire (Yardley et al., 
1992) was able to identify those patients at risk from the acute phase. This should promote 
longitudinal large-scale studies focused on this point. 
In summary, we show that the acute bilateral reduction of supra-threshold vestibular 
responses and increased visual dependency may be viewed as adaptive mechanisms 
operating acutely to protect against potentially disorientating vestibular information. The 
gross supra-threshold perceptual shut down observed acutely appears to be a short-term 
coping compensatory mechanism to reduce feelings of vertigo.  In contrast, the complex 
interplay between visual dependency, raised perceptual thresholds and psychological 
factors, conceptually operating as a single factor, is important in long term recovery after 







Adkin AL, Frank JS, Carpenter MG, Peysar GW. Postural control is scaled to level of postural 
threat. Gait Posture 2000; 12: 87-93. 
Akbarian S, Berndl K, Grusser O, Guldin WO, Pause M, Schrieter U. Responses of single 
neurons in the parietoinsular vestibular cortex of primates. Annals of the New York 
Academy of Sciences 1988; 545: 187-202. 
Akbarian S, Grusser O, Guldin WO. Coriticofugal connections between the cerebral cortex 
and brainstem vestibular nuclei in the macaque monkey. Journal of comparative neurology 
1994; 393: 421-437. 
Akbarian S, Grusser OJ, Guldin WO. Thalamic connections of the vestibular cortical fields in 
the squirrel monkey (Saimiri sciureus). J Comp Neurol 1992; 326: 423-441. 
Aleisa M, Zeitouni AG, Cullen KE. Vestibular compensation after unilateral labyrinthectomy: 
normal versus cerebellar dysfunctional mice. J Otolaryngol 2007; 36: 315-321. 
Allum JH, Adkin AL. Improvements in trunk sway observed for stance and gait tasks during 
recovery from an acute unilateral peripheral vestibular deficit. Audiol Neurootol 2003; 8: 
286-302. 
Amblard B, Cremieux J, Marchand AR, Carblanc A. Lateral orientation and stabilization of 
human stance: static versus dynamic visual cues. Exp Brain Res 1985; 61: 21-37. 
155 
 
Aronson TA, Logue CM. Phenomenology of panic attacks: a descriptive study of panic 
disorder patients' self-reports. J Clin Psychiatry 1988; 49: 8-13. 
Aschan  G. Response to rotatory stimuli in fighter pilots. Acta Otolaryngol Suppl 1954; 116: 
24-31. 
Aschan G, Nylen CO, Stahle J, Wersall R. The Rotation test; cupulometric data from 320 
normals. Acta Otolaryngol 1952; 42: 451-459. 
Asmundson GJG, Larsen DK, Stein MB. Panic disorder and vestibular disturbance: An 
overview of empirical findings and clinical implications. Journal of Psychosomatic Research 
1998; 44: 107-120. 
Balaban CD. Projections from the parabrachial nucleus to the vestibular nuclei: potential 
substrates for autonomic and limbic influences on vestibular responses. Brain Res 2004; 
996: 126-137. 
Balaban CD, Jacob RG. Background and history of the interface between anxiety and vertigo. 
J Anxiety Disord 2001; 15: 27-51. 
Balaban CD, Thayer JF. Neurological bases for balance-anxiety links. J Anxiety Disord 2001; 
15: 53-79. 
Baloh RW, Honrubia V, Yee RD, Hess K. Changes in the human vestibulo-ocular reflex after 
loss of peripheral sensitivity. Ann Neurol 1984; 16: 222-228. 
Baloh RW, Jacobson KM, Beykirch K, Honrubia V. Static and dynamic posturography in 
patients with vestibular and cerebellar lesions. Arch Neurol 1998; 55: 649-654. 
156 
 
Bance ML, O'Driscoll M, Patel N, Ramsden RT. Vestibular disease unmasked by 
hyperventilation. Laryngoscope 1998; 108: 610-614. 
Barany R. Physiologie und. Pathologie des Bogengang Apparates beim Menschen. Leipzig u. 
Wien.:  Franz Deuticke.; 1907. 
Barmack NH, Baughman RW, Errico P, Shojaku H. Vestibular primary afferent projection to 
the cerebellum of the rabbit. J Comp Neurol 1993; 327: 521-534. 
Bayle DJ, Henaff MA, Krolak-Salmon P. Unconsciously perceived fear in peripheral vision 
alerts the limbic system: a MEG study. PLoS One 2009; 4: e8207. 
Bense S, Bartenstein P, Lochmann M, Schlindwein P, Brandt T, Dieterich M. Metabolic 
changes in vestibular and visual cortices in acute vestibular neuritis. Ann Neurol 2004; 56: 
624-630. 
Bense S, Stephan T, Yousry TA, Brandt T, Dieterich M. Multisensory cortical signal increases 
and decreases during vestibular galvanic stimulation (fMRI). J Neurophysiol 2001; 85: 886-
899. 
Benson AJ. Sensory function and limitations of the vestibular system. In: Warreb R, 
Wertheim A, editors. Perception and control of self-motion. Hillsdale, NJ: Lawrence Erlbaum 
Associates, Inc.; 1990. 
Benson AJ, Hutt EC, Brown SF. Thresholds for the perception of whole body angular 
movement about a vertical axis. Aviat Space Environ Med 1989; 60: 205-213. 
Beraneck M, McKee JL, Aleisa M, Cullen KE. Asymmetric recovery in cerebellar-deficient 
mice following unilateral labyrinthectomy. J Neurophysiol 2008; 100: 945-958. 
157 
 
Berencsi A, Ishihara M, Imanaka K. The functional role of central and peripheral vision in the 
control of posture. Hum Mov Sci 2005; 24: 689-709. 
Bergenius J, Perols O. Vestibular neuritis: a follow-up study. Acta Otolaryngol 1999; 119: 
895-899. 
Berthoz A, Lacour M, Soechting JF, Vidal PP. The role of vision in the control of posture 
during linear motion. Prog Brain Res 1979; 50: 197-209. 
Bertolini G, Ramat S, Laurens J et al. Velocity Storage Contribution to Vestibular Self-Motion 
Perception in Healthy Human Subjects. Journal of Neurophysiology 2011; 105: 209-223. 
Best C, Eckhardt-Henn A, Tschan R, Dieterich M. Why do subjective vertigo and dizziness 
persist over one year after a vestibular vertigo syndrome? Ann N Y Acad Sci 2009a; 1164: 
334-337. 
Best C, Tschan R, Eckhardt-Henn A, Dieterich M. Who is at risk for ongoing dizziness and 
psychological strain after a vestibular disorder? Neuroscience 2009b; 164: 1579-1587. 
Bisdorff A, Von BM, Lempert T, Newman-Toker DE. Classification of vestibular symptoms: 
towards an international classification of vestibular disorders. J Vestib Res 2009; 19: 1-13. 
Bjelland I, Dahl AA, Haug TT, Neckelmann D. The validity of the Hospital Anxiety and 
Depression Scale. An updated literature review. J Psychosom Res 2002; 52: 69-77. 
Blanks RH, Estes MS, Markham CH. Physiologic characteristics of vestibular first-order canal 




Blazquez P, Hirata Y, Highstein S. The vestibulo-ocular reflex as a model system for motor 
learning: what is the role of the cerebellum? The Cerebellum 2004; 3: 188-192. 
Bles W, Vianney de Jong JM, de WG. Compensation for labyrinthine defects examined by 
use of a tilting room. Acta Otolaryngol 1983; 95: 576-579. 
Bloomberg J, Jones GM, Segal B, McFarlane S, Soul J. Vestibular-contingent voluntary 
saccades based on cognitive estimates of remembered vestibular information. Adv 
Otorhinolaryngol 1988; 41: 71-75. 
Bloomberg J, Melvill JG, Segal B. Adaptive modification of vestibularly perceived rotation. 
Exp Brain Res 1991; 84: 47-56. 
Bottini G. Identification of the central vestibular projections in man: a positron emission 
tomography activation study. Experimental Brain Research 1994a; 99: 164-169. 
Brandt T. Vertigo, its multisensory syndromes. London: Springer; 1991. 
Brandt T. Rotational vertigo in embolic stroke of the vestibular and auditory cortices. 
Neurology 1995; 45: 42-44. 
Brandt T. Phobic postural vertigo. Neurology 1996; 46: 1515-1519. 
Brandt T, Huppert D, Dieterich M. Phobic postural vertigo: a first follow-up. J Neurol 1994; 
241: 191-195. 
Brantberg K, Magnusson M. The dynamics of the vestibulo-ocular reflex in patients with 
vestibular neuritis. Am J Otolaryngol 1990; 11: 345-351. 
159 
 
Bremmer F, Kubischik M, Pekel M, Lappe M, Hoffmann KP. Linear vestibular self-motion 
signals in monkey medial superior temporal area. Ann N Y Acad Sci 1999; 871: 272-281. 
Bronstein AM. Suppression of visually evoked postural responses. Exp Brain Res 1986; 63: 
655-658. 
Bronstein AM. Visual vertigo syndrome: clinical and posturography findings. Journal of 
Neurology, Neurosurgery & Psychiatry 1995; 59: 472-476. 
Bronstein AM. Under-rated neuro-otological symptoms: Hoffman and Brookler 1978 
revisited. Br Med Bull 2002; 63: 213-221. 
Bronstein AM. Vision and vertigo: some visual aspects of vestibular disorders. J Neurol 2004; 
251: 381-387. 
Bronstein AM, Golding JF, Gresty MA et al. The social impact of dizziness in London and 
Siena. J Neurol 2010; 257: 183-190. 
Bronstein AM, Gresty MA, Luxon LM, Ron MA, Rudge P, Yardley L. Phobic postural vertigo. 
Neurology 1997; 49: 1480-1481. 
Bronstein AM, Grunfeld EA, Faldon M, Okada T. Reduced self-motion perception in patients 
with midline cerebellar lesions. Neuroreport 2008; 19: 691-693. 
Bronstein AM, Hood JD, Gresty MA, Panagi C. Visual control of balance in cerebellar and 
parkinsonian syndromes. Brain 1990; 113 ( Pt 3): 767-779. 
Bronstein AM, Yardley L, Moore AP, Cleeves L. Visually and posturally mediated tilt illusion 
in Parkinson's disease and in labyrinthine defective subjects. Neurology 1996; 47: 651-656. 
160 
 
Brookes GB, Faldon M, Kanayama R, Nakamura T, Gresty MA. Recovery from unilateral 
vestibular nerve section in human subjects evaluated by physiological, psychological and 
questionnaire assessments. Acta Otolaryngol Suppl 1994; 513: 40-48. 
Buettner UW, Buttner U, Henn V. Transfer characteristics of neurons in vestibular nuclei of 
the alert monkey. J Neurophysiol 1978; 41: 1614-1628. 
Burt A, Flohr H. Role of the visual input in recovery of function following unilateral vestibular 
lesion in the goldfish. I. Short-term behavioural changes. Behav Brain Res 1991a; 42: 201-
211. 
Burt A, Flohr H. Role of the visual input in recovery of function following unilateral vestibular 
lesion in the goldfish. II. Long-term behavioural changes. Behav Brain Res 1991b; 42: 213-
225. 
Buttner U. Patterns of Connectivity in the Vestibular Nucleia. Annals of the New York 
Academy of Sciences 1992; 656: 363-378. 
Buttner U, Waespe W. Vestibular nerve activity in the alert monkey during vestibular and 
optokinetic nystagmus. Exp Brain Res 1981; 41: 310-315. 
Caldirola D, Teggi R, Bondi S et al. Is there a hypersensitive visual alarm system in panic 
disorder? Psychiatry Res 2011; 187: 387-391. 
Carpenter-Smith TR, Futamura RG, Parker DE. Inertial acceleration as a measure of linear 
vection: an alternative to magnitude estimation. Percept Psychophys 1995; 57: 35-42. 
Cereda C, Ghika J, Maeder P, Bogousslavsky J. Strokes restricted to the insular cortex. 
Neurology 2002; 59: 1950-1955. 
161 
 
Challis GB, Stam HJ. A longitudinal study of the development of anticipatory nausea and 
vomiting in cancer chemotherapy patients: the role of absorption and autonomic 
perception. Health Psychol 1992; 11: 181-189. 
Chambless DL, Caputo GC, Bright P, Gallagher R. Assessment of fear of fear in agoraphobics: 
the body sensations questionnaire and the agoraphobic cognitions questionnaire. J Consult 
Clin Psychol 1984; 52: 1090-1097. 
Chen A, Deangelis GC, Angelaki DE. Macaque parieto-insular vestibular cortex: responses to 
self-motion and optic flow. J Neurosci 2010; 30: 3022-3042. 
Chen A, Deangelis GC, Angelaki DE. A comparison of vestibular spatiotemporal tuning in 
macaque parietoinsular vestibular cortex, ventral intraparietal area, and medial superior 
temporal area. J Neurosci 2011; 31: 3082-3094. 
Choi KD, Oh SY, Kim HJ, Koo JW, Cho BM, Kim JS. Recovery of vestibular imbalances after 
vestibular neuritis. Laryngoscope 2007; 117: 1307-1312. 
Chowdhury SA, Takahashi K, Deangelis GC, Angelaki DE. Does the middle temporal area 
carry vestibular signals related to self-motion? J Neurosci 2009; 29: 12020-12030. 
Chwalisz K, Diener E, Gallagher D. Autonomic arousal feedback and emotional experience: 
evidence from the spinal cord injured. J Pers Soc Psychol 1988; 54: 820-828. 
Clark B. Thresholds for the perception of angular acceleration in man. Aerospace Medicine 
1967; 443-450. 
Clark B, Stewart J. Comparison of sensitivity for the perception of bodily rotation and the 
oculogyral illusion. Attention, Perception, & Psychophysics 1968; 3: 253-256. 
162 
 
Clement G, Courjon JH, Jeannerod M, Schmid R. Unidirectional habituation of vestibulo-
ocular responses by repeated rotational or optokinetic stimulations in the cat. Exp Brain Res 
1981; 42: 34-42. 
Clement G, Tilikete C, Courjon JH. Retention of habituation of vestibulo-ocular reflex and 
sensation of rotation in humans. Exp Brain Res 2008; 190: 307-315. 
Coelho CM, Wallis G. Deconstructing acrophobia: physiological and psychological precursors 
to developing a fear of heights. Depress Anxiety 2010; 27: 864-870. 
Cohen B, Henn V, Raphan T, Dennett D. Velocity storage, nystagmus, and visual-vestibular 
interactions in humans. Ann N Y Acad Sci 1981; 374: 421-433. 
Collins W. Habituation of vestibular responses: An overview. 1973. p. 157-93. 
Collins WE. Vestibular responses from figure skaters. Aerospace Medicine 1966; 37: 1098-
1102. 
Cox BJ, Hasey G, Swinson RP et al. The symptom structure of panic attacks in depressed and 
anxious patients. Can J Psychiatry 1993; 38: 181-184. 
Crane BT, Demer JL. Human horizontal vestibulo-ocular reflex initiation: effects of 
acceleration, target distance, and unilateral deafferentation. J Neurophysiol 1998; 80: 1151-
1166. 
Cremieux J, Mesure S. Differential sensitivity to static visual cues in the control of postural 
equilibrium in man. Percept Mot Skills 1994; 78: 67-74. 
163 
 
Crosby FC, Humphrey T, Lauer EW. Correlative anatomy of the nervous system. New York: 
Macmillan; 1962. 
Curthoys IS, Halmagyi GM. Vestibular compensation: a review of the oculomotor, neural, 
and clinical consequences of unilateral vestibular loss. J Vestib Res 1995; 5: 67-107. 
Cutfield NJ, Cousins S, Seemungal BM, Gresty MA, Bronstein AM. Vestibular perceptual 
thresholds to angular rotation in acute unilateral vestibular paresis and with galvanic 
stimulation. Ann N Y Acad Sci 2011a; 1233: 256-262. 
Cutfield NJ, Seemungal BM, Millington H, Bronstein AM. Diagnosis of acute vertigo in the 
emergency department. Emerg Med J 2011b; 28: 538-539. 
Deutschlander A, Bense S, Stephan T, Schwaiger M, Brandt T, Dieterich M. Sensory system 
interactions during simultaneous vestibular and visual stimulation in PET. Hum Brain Mapp 
2002; 16: 92-103. 
Dichgans J, Held R, Young LR, Brandt T. Moving visual scenes influence the apparent 
direction of gravity. Science 1972; 178: 1217-1219. 
Dieterich M, Bartenstein P, Spiegel S, Bense S, Schwaiger M, Brandt T. Thalamic infarctions 
cause side-specific suppression of vestibular cortex activations. Brain 2005; 128: 2052-2067. 
Dieterich M, Bauermann T, Best C, Stoeter P, Schlindwein P. Evidence for cortical visual 




Dieterich M, Bense S, Stephan T, Yousry TA, Brandt T. fMRI signal increases and decreases in 
cortical areas during small-field optokinetic stimulation and central fixation. Exp Brain Res 
2003; 148: 117-127. 
Dieterich M, Brandt T. Functional brain imaging of peripheral and central vestibular 
disorders. Brain 2008; 131: 2538-2552. 
Dijkstra TM, Schoner G, Gielen CC. Temporal stability of the action-perception cycle for 
postural control in a moving visual environment. Exp Brain Res 1994; 97: 477-486. 
Dix MR, Hood JD. Observations upon the nervous mechanism of vestibular habituation. Acta 
Otolaryngol 1969; 67: 310-318. 
Duensing F, Schaeffer KP. Die Aktivateinzelner Neuronen im Bereich der Vestibular-
ischkerne bei Horizontalbeschleunigungen unter besonderer Beruchsichtigun des 
vestibulararen Nystagmus. Arch Psychiatry Nervenkr 1958; 198: 225-252. 
Eagger S, Luxon LM, Davies RA, Coelho A, Ron MA. Psychiatric morbidity in patients with 
peripheral vestibular disorder: a clinical and neuro-otological study. Journal of Neurology, 
Neurosurgery & Psychiatry 1992; 55: 383-387. 
Eckhardt-Henn A, Breuer P, Thomalske C, Hoffmann SO, Hopf HC. Anxiety disorders and 
other psychiatric subgroups in patients complaining of dizziness. Journal of Anxiety 
disorders 2003; 17: 369-388. 
Fasold O. Human vestibular cortex as identified with caloric stimulation in functional 
magnetic resonance imaging. NeuroImage 2002; 17: 1384-1393. 
165 
 
Faugier-Grimaud S, Ventre J. Anatomic connections of inferior parietal cortex (area 7) with 
subcortical structures related to vestibulo-ocular function in a monkey (macaca fascicularis). 
J Comp Neurol 1989; 280: 1-14. 
Fehn-Wolfsdorf G. Stress and perception. Psychobiology of the glucocortoids. Bern: Huber; 
1994. 
Fernandez C, Goldberg JM. Physiology of peripheral neurons innervating semicircular canals 
of the squirrel monkey. II. Response to sinusoidal stimulation and dynamics of peripheral 
vestibular system. J Neurophysiol 1971; 34: 661-675. 
Fetter M, Zee DS, Proctor LR. Effect of lack of vision and of occipital lobectomy upon 
recovery from unilateral labyrinthectomy in rhesus monkey. Journal of Neurophysiology 
1988; 59: 394-407. 
Fitzpatrick R, Burke D, Gandevia SC. Loop gain of reflexes controlling human standing 
measured with the use of postural and vestibular disturbances. Journal of Neurophysiology 
1996; 76: 3994-4008. 
Flandrin JM, Courjon JH, Jeannerod M, Schmid R. Effects of unilateral flocculus lesions on 
vestibulo-ocular responses in the cat. Neuroscience 1983; 8: 809-817. 
Friedmann G. The judgement of the visual vertical and horizontal with peripheral and 
central vestibular lesions. Brain 1970; 93: 313-328. 
Fukada T, Tokita T, Aoki S et al. Study on nystagmus during voluntary acts. Observations of 
rotation in ballet. ORL 1967; 11-12. 
166 
 
Fukushima K. Corticovestibular interactions: anatomy, electrophysiology, and functional 
considerations. Exp Brain Res 1997; 117: 1-16. 
Furman JM, Jacob RG. A clinical taxonomy of dizziness and anxiety in the otoneurological 
setting. J Anxiety Disord 2001; 15: 9-26. 
Furman JM, Redfern MS, Jacob RG. Vestibulo-ocular function in anxiety disorders. J Vestib 
Res 2006; 16: 209-215. 
Furman JM, Cass SP. Benign Paroxysmal Positional Vertigo. N Engl J Med 1999; 341: 1590-
1596. 
Gardner EP, Fuchs AF. Single-unit responses to natural vestibular stimuli and eye 
movements in deep cerebellar nuclei of the alert rhesus monkey. Journal of 
Neurophysiology 1975; 38: 627-649. 
Gatev P, Thomas S, Lou JS, Lim M, Hallett M. Effects of diminished and conflicting sensory 
information on balance in patients with cerebellar deficits. Mov Disord 1996; 11: 654-664. 
Geldard FA. The human senses. London: John Wiley and Sons, Inc.; 1972. 
Gernandt BE, Thulin CA. Vestibular Connections of the Brain Stem. American Journal of 
Physiology -- Legacy Content 1952; 171: 121-127. 
Gizzi MS, Harper HW. Suppression of the human vestibulo-ocular reflex by visual fixation or 




Glasauer S, Amorim MA, Viaud-Delmon I, Berthoz A. Differential effects of labyrinthine 
dysfunction on distance and direction during blindfolded walking of a triangular path. Exp 
Brain Res 2002; 145: 489-497. 
Godemann F, Koffroth C, Neu P, Heuser I. Why does vertigo become chronic after 
neuropathia vestibularis? Psychosom Med 2004a; 66: 783-787. 
Godemann F, Linden M, Neu P, Heipp E, Dorr P. A prospective study on the course of anxiety 
after vestibular neuronitis. Journal of Psychosomatic Research 2004b; 56: 351-354. 
Godemann F, Schabowska A, Naetebusch B, Heinz A, Strohle A. The impact of cognitions on 
the development of panic and somatoform disorders: a prospective study in patients with 
vestibular neuritis. Psychological medicine 2006; 36: 99-108. 
Godemann F, Siefert K, Hantschke-Bruggemann M, Neu P, Seidl R, Strohle A. What accounts 
for vertigo one year after neuritis vestibularis - anxiety or a dysfunctional vestibular organ? J 
Psychiatr Res 2005; 39: 529-534. 
Goldberg JM. Afferent diversity and the organization of central vestibular pathways. Exp 
Brain Res 2000; 130: 277-297. 
Goldberg JM, Fernandez C. Physiology of peripheral neurons innervating semicircular canals 
of the squirrel monkey. I. Resting discharge and response to constant angular accelerations. 
J Neurophysiol 1971; 34: 635-660. 
Goto F, Kobayashi H, Saito A et al. Compensatory changes in static and dynamic subjective 




Grabherr L, Nicoucar K, Mast FW, Merfeld DM. Vestibular thresholds for yaw rotation about 
an earth-vertical axis as a function of frequency. Exp Brain Res 2008; 186: 677-681. 
Graybiel A, Hupp DI. The oculo-gyral illusion; a form of apparent motion which may be 
observed following stimulation of the semicircular canals. J Aviat Med 1946; 17: 3-27. 
Grove CR, Lazarus JA. Impaired re-weighting of sensory feedback for maintenance of 
postural control in children with developmental coordination disorder. Hum Mov Sci 2007; 
26: 457-476. 
Grunfeld EA, Shallo-Hoffmann JA, Cassidy L et al. Vestibular perception in patients with 
acquired ophthalmoplegia. Neurology 2003; 60: 1993-1995. 
Grusser O, Pause M, Schrieter U. Localisation and responses of neurones in the parieto-
insular vestibular cortex of awake monkeys (macaca fascicularis). Journal of Physiology 
1990; 430: 537-557. 
Gu Y, Angelaki DE, Deangelis GC. Neural correlates of multisensory cue integration in 
macaque MSTd. Nat Neurosci 2008; 11: 1201-1210. 
Gu Y, Deangelis GC, Angelaki DE. A functional link between area MSTd and heading 
perception based on vestibular signals. Nat Neurosci 2007; 10: 1038-1047. 
Gu Y, Watkins PV, Angelaki DE, Deangelis GC. Visual and nonvisual contributions to three-
dimensional heading selectivity in the medial superior temporal area. J Neurosci 2006; 26: 
73-85. 
Guedry FE. Psychophysiological studies of vestibular function. In: Neff W D, editor. 
Contributions to sensory physiology. New York: Academic Press; 1965. p. 93-135. 
169 
 
Guerraz M, Yardley L, Bertholon P et al. Visual vertigo: symptom assessment, spatial 
orientation and postural control. Brain 2001; 124: 1646-1656. 
Guldin WO, Akbarian S, Grusser O. Corticocortical connections and cytoarchitectonics of the 
primate vestibular cortex: a study in squirrel monkeys (Saimiri sciureus). Journal of 
comparative neurology 1992; 326: 375-401. 
Guldin WO, Grusser O. Is there a vestibular cortex? Trends in neurosciences 1998; 21: 254-
259. 
Haburcakova C, Lewis R, Merfeld D. Frequency Dependence of Vestibulo-ocular Reflex 
Thresholds. Journal of Neurophysiology 2011. 
Hallpike CS. The pathology and differential diagnosis of aural vertigo. In proceeding of the 
Fourth International Congress of Otolaryngology. 1949. 
Halmagyi GM, Colebatch JG, Curthoys IS. New tests of vestibular function. Baillieres Clin 
Neurol 1994; 3: 485-500. 
Halmagyi GM, Curthoys IS. A clinical sign of canal paresis. Arch Neurol 1988; 45: 737-739. 
Halmagyi GM, Weber KP, Curthoys IS. Vestibular function after acute vestibular neuritis. 
Restor Neurol Neurosci 2010; 28: 37-46. 
Heinrichs N, Edler C, Eskens S, Mielczarek MM, Moschner C. Predicting continued dizziness 
after an acute peripheral vestibular disorder. Psychosom Med 2007; 69: 700-707. 
170 
 
Helmchen C, Klinkenstein J, Machner B, Rambold H, Mohr C, Sander T. Structural Changes in 
the Human Brain following Vestibular Neuritis Indicate Central Vestibular Compensation. 
Annals of the New York Academy of Sciences 2009; 1164: 104-115. 
Helmchen C, Klinkenstein JC, Kruger A, Gliemroth J, Mohr C, Sander T. Structural brain 
changes following peripheral vestibulo-cochlear lesion may indicate multisensory 
compensation. J Neurol Neurosurg Psychiatry 2011; 82: 309-316. 
Hoffman DL, O'Leary DP, Munjack DJ. Autorotation test abnormalities of the horizontal and 
vertical vestibulo-ocular reflexes in panic disorder. Otolaryngol Head Neck Surg 1994; 110: 
259-269. 
Holmberg J, Tjernstrom F, Karlberg M, Fransson PA, Magnusson M. Reduced postural 
differences between phobic postural vertigo patients and healthy subjects during a postural 
threat. J Neurol 2009; 256: 1258-1262. 
Hopkins A. Lessons for neurologists from the United Kingdom Third National Morbidity 
Survey. J Neurol Neurosurg Psychiatry 1989; 52: 430-433. 
Hughes P, Brecher G, Fishkin S. Effects of rotating backgrounds upon the perception of 
verticality. Attention, Perception, & Psychophysics 1972; 11: 135-138. 
Hulk J, Jongkees LB. The turning test with small regulable stimuli; the normal cupulogram. J 
Laryngol Otol 1948; 62: 70-75. 
Imate Y, Sekitani T. Vestibular compensation in vestibular neuronitis. Long-term follow-up 
evaluation. Acta Otolaryngol 1993; 113: 463-465. 
171 
 
Israel I, Berthoz A. Contribution of the otoliths to the calculation of linear displacement. J 
Neurophysiol 1989; 62: 247-263. 
Israel I, Bronstein AM, Kanayama R, Faldon M, Gresty MA. Visual and vestibular factors 
influencing vestibular navigation. Experimental Brain Research 1996; 112: 411-419. 
Ito M. Cerebellar control of the vestibulo-ocular reflex--around the flocculus hypothesis. 
Annu Rev Neurosci 1982; 5: 275-296. 
Jacob RG, Furman JM, Durrant JD, Turner SM. Panic, agoraphobia, and vestibular 
dysfunction. The American Journal of Psychiatry 1996; 153: 503-512. 
Jacob RG, Furman JM, Durrant JD, Turner SM. Surface dependence: a balance control 
strategy in panic disorder with agoraphobia. Psychosom Med 1997; 59: 323-330. 
Jacob RG, Moller MB, Turner SM, Wall C, III. Otoneurological examination in panic disorder 
and agoraphobia with panic attacks: a pilot study. Am J Psychiatry 1985; 142: 715-720. 
Jacob RG, Redfern MS, Furman JM. Space and motion discomfort and abnormal balance 
control in patients with anxiety disorders. J Neurol Neurosurg Psychiatry 2009; 80: 74-78. 
Jacob RG, Lilienfeld SO, Furman JMR, Durrant JD, Turner SM. Panic disorder with vestibular 
dysfunction: Further clinical observations and description of space and motion phobic 
stimuli. Journal of Anxiety disorders 1989; 3: 117-130. 
Jacob RG, Redfern MS, Furman JM. Optic flow-induced sway in anxiety disorders associated 
with space and motion discomfort. Journal of Anxiety disorders 1995; 9: 411-425. 
172 
 
Jacob RG, Woody SR, Clark DB et al. Discomfort with space and motion: A possible marker of 
vestibular dysfunction assessed by the situational characteristics questionnaire. Journal of 
Psychopathology and Behavioral Assessment 1993; 15: 299-324. 
Jacobson GP, McCaslin DL. Agreement between functional and electrophysiologic measures 
in patients with unilateral peripheral vestibular system impairment. J Am Acad Audiol 2003; 
14: 231-238. 
Jacobson GP, Newman CW. The development of the Dizziness Handicap Inventory. Arch 
Otolaryngol Head Neck Surg 1990; 116: 424-427. 
Jeannerod M, Clement G, Courjon JH, Schmid R. Unilateral habituation of vestibulo-ocular 
responses in the cat. Annals of the New York Academy of Sciences 1981; 374: 340-351. 
Johnston JL, Sharpe JA. The initial vestibulo-ocular reflex and its visual enhancement and 
cancellation in humans. Exp Brain Res 1994; 99: 302-308. 
Jongkees LB, Maas AJ, PHILIPSZOON AJ. Clinical nystagmography. A detailed study of 
electro-nystagmography in 341 patients with vertigo. Pract Otorhinolaryngol (Basel) 1962; 
24: 65-93. 
Kahane P, Hoffmann D, Minotti L, Berthoz A. Reappraisal of the human vestibular cortex by 
cortical electrical stimulation study. Ann Neurol 2003; 54: 615-624. 
Kammerlind AS, Ledin TE, Odkvist LM, Skargren EI. Recovery after acute unilateral vestibular 
loss and predictors for remaining symptoms. Am J Otolaryngol 2011; 32: 366-375. 
173 
 
Kammerlind AS, Ledin TE, Skargren EI, Odkvist LM. Long-term follow-up after acute 
unilateral vestibular loss and comparison between subjects with and without remaining 
symptoms. Acta Otolaryngol 2005; 125: 946-953. 
Kanayama R, Bronstein AM, Gresty MA, Brookes GB, Faldon ME, Nakamura T. Perceptual 
studies in patients with vestibular neurectomy. Acta Otolaryngol Suppl 1995; 520 Pt 2: 408-
411. 
Kandel E, Schwartz JH, Jessell TM. Principles of neural science. New York: McGraw-Hill; 
2000. 
Kattah JC, Talkad AV, Wang DZ, Hsieh YH, Newman-Toker DE. HINTS to diagnose stroke in 
the acute vestibular syndrome: three-step bedside oculomotor examination more sensitive 
than early MRI diffusion-weighted imaging. Stroke 2009; 40: 3504-3510. 
Kawasaki Y. [Autonomic nervous function of vertiginous patients--assessment by spectral 
analysis of heart rate variability]. Nihon Jibiinkoka Gakkai Kaiho 1993; 96: 444-456. 
Killian JE, Baker JF. Horizontal Vestibuloocular Reflex (VOR) Head Velocity Estimation in 
Purkinje Cell Degeneration (pcd/pcd) Mutant Mice. Journal of Neurophysiology 2002; 87: 
1159-1164. 
Kim HA, Hong JH, Lee H et al. Otolith dysfunction in vestibular neuritis: recovery pattern and 
a predictor of symptom recovery. Neurology 2008; 70: 449-453. 
Kitahara NTHKTKT. Molecular Mechanisms of Vestibular Compensation in the Central 
Vestibular System - Review. Acta Otolaryngol 1998; 118: 19-27. 
174 
 
Kitahara T, Takedaj N, Saika T, Kubo T, Kiyama H. Role of the flocculus in the development of 
vestibular compensation: Immunohistochemical studies with retrograde tracing and 
flocculectomy using Fos expression as a marker in the rat brainstem. Neuroscience 1997; 76: 
571-580. 
Kleinschmidt A, Thilo K, B++chel C, Gresty M, Bronstein A, Frackowiak R. Neural Correlates 
of Visual-Motion Perception as Object- or Self-motion. NeuroImage 2002; 16: 873-882. 
Kotchabhakdi N, Walberg F. Cerebellar afferent projections from the vestibular nuclei in the 
cat: An experimental study with the method of retrograde axonal transport of horseradish 
peroxidase. Experimental Brain Research 1978a; 31: 591-604. 
Kotchabhakdi N, Walberg F. Primary vestibular afferent projections to the cerebellum as 
demonstrated by retrograde axonal transport of horseradish peroxidase. Brain Res 1978b; 
142: 142-146. 
Kroenke K, Lucas CA, Rosenberg ML et al. Causes of persistent dizziness. A prospective study 
of 100 patients in ambulatory care. Ann Intern Med 1992; 117: 898-904. 
Kroenke K, Lucas CA, Rosenberg ML, Scherokman BJ. Psychiatric disorders and functional 
impairment in patients with persistent dizziness. J Gen Intern Med 1993; 8: 530-535. 
Kuruvilla A, Sitko S, Schwartz I, Honrubia V. Central projections of primary vestibular fibers 
in the bullfrog: I. The vestibular nuclei. The Laryngoscope 1985; 95: 692-707. 
Lacour M, Barthelemy J, Borel L et al. Sensory strategies in human postural control before 
and after unilateral vestibular neurotomy. Exp Brain Res 1997; 115: 300-310. 
175 
 
Lacour M, Roll JP, Appaix M. Modifications and development of spinal reflexes in the alert 
baboon (Papio papio) following an unilateral vestibular neurotomy. Brain Research 1976; 
113: 255-269. 
Lacour M. Restoration of vestibular function: basic aspects and practical advances for 
rehabilitation. Curr Med Res Opin 2006; 22: 1651-1659. 
Lainez MJ, Castillo J, Dominguez M, Palacios G, Diaz S, Rejas J. New uses of the Migraine 
Screen Questionnaire (MS-Q): validation in the Primary Care setting and ability to detect 
hidden migraine. MS-Q in Primary Care. BMC Neurol 2010; 10: 39. 
Lee DN. The optic flow field: the foundation of vision. Philos Trans R Soc Lond B Biol Sci 
1980; 290: 169-179. 
Lestienne F, Soechting J, Berthoz A. Postural readjustments induced by linear motion of 
visual scenes. Exp Brain Res 1977; 28: 363-384. 
Lisberger SG, Miles FA, Zee DS. Signals used to compute errors in monkey vestibuloocular 
reflex: possible role of flocculus. J Neurophysiol 1984; 52: 1140-1153. 
Lobel E, Kleine JF, Bihan DL, Leroy-Willig A, Berthoz A. Functional MRI of galvanic vestibular 
stimulation. J Neurophysiol 1998; 80: 2699-2709. 
Lobel E, Kleine JF, Leroy-Willig A et al. Cortical areas activated by bilateral galvanic vestibular 
stimulation. Ann N Y Acad Sci 1999; 871: 313-323. 
Longridge NS, Mallinson AI. Visual vestibular mismatch in work-related vestibular injury. 
Otol Neurotol 2005; 26: 691-694. 
176 
 
Longridge NS, Mallinson AI, Denton A. Visual vestibular mismatch in patients treated with 
intratympanic gentamicin for Meniere's disease. J Otolaryngol 2002; 31: 5-8. 
Lopez C, Lacour M, Ahmadi AE, Magnan J, Borel L. Changes of visual vertical perception: a 
long-term sign of unilateral and bilateral vestibular loss. Neuropsychologia 2007; 45: 2025-
2037. 
Lopez C, Lacour M, Magnan J, Borel L. Visual field dependence-independence before and 
after unilateral vestibular loss. Neuroreport 2006; 17: 797-803. 
Lorente de no R. Vestibulo-ocular reflex arc. Arch Neurol Psychiatry 1933; 30: 245-291. 
Mach E. The analysis of sensations and the relation of the physical to the psychical. London: 
Open court publishing company; 1914. 
MacLeod C, McLaughlin K. Implicit and explicit memory bias in anxiety: a conceptual 
replication. Behav Res Ther 1995; 33: 1-14. 
MacNeilage PR, Banks MS, DeAngelis GC, Angelaki DE. Vestibular Heading Discrimination 
and Sensitivity to Linear Acceleration in Head and World Coordinates. The Journal of 
Neuroscience 2010; 30: 9084-9094. 
Magnusson M, Brantberg K, Pyykko I, Schalen L. Reduction of the time constant in the VOR 
as a protective mechanism in acute vestibular lesions. Acta Otolaryngol Suppl 1989; 468: 
329-332. 
Mallery R, Olomu O, Uchanski R, Militchin V, Hullar T. Human discrimination of rotational 
velocities. Experimental Brain Research 2010; 204: 11-20. 
177 
 
Mandala M, Nuti D. Long-term follow-up of vestibular neuritis. Ann N Y Acad Sci 2009; 1164: 
427-429. 
Margraf J, Taylor B, Ehlers A, Roth WT, Agras WS. Panic attacks in the natural environment. J 
Nerv Ment Dis 1987; 175: 558-565. 
Marks I. Space phobia: a pseudo-agoraphobic syndrome. Journal of Neurology, 
Neurosurgery & Psychiatry 1981; 44: 387-391. 
Marlinski V, McCrea RA. Self-Motion Signals in Vestibular Nuclei Neurons Projecting to the 
Thalamus in the Alert Squirrel Monkey. Journal of Neurophysiology 2009; 101: 1730-1741. 
Marsden CD, Merton PA, Morton HB. Human postural responses. Brain 1981; 104: 513-534. 
Mathews A, MacLeod C. Cognitive vulnerability to emotional disorders. Annu Rev Clin 
Psychol 2005; 1: 167-195. 
McCrea RA, Baker R. Anatomical connections of the nucleus prepositus of the cat. J Comp 
Neurol 1985; 237: 377-407. 
McKenna L, Hallam RS, Hinchcliffe R. The prevalence of psychological disturbance in 
neurotology outpatients. Clinical Otolaryngol Allied Sci 1991; 16: 452-456. 
Melvill Jones G, Gregory RL. Plasticity in the Adult Vestibulo-Ocular Reflex Arc [and 
Discussion]. Philosophical Transactions of the Royal Society of London B, Biological Sciences 
1977; 278: 319-334. 
Melvill Jones T, Deecke L, Becker W. Dynamics of the semi-circular canals compared in yaw, 
pitch and roll. Aerospace Medicine 1964; 6: 984-989. 
178 
 
Meng H, May PJ, Dickman JD, Angelaki DE. Vestibular Signals in Primate Thalamus: 
Properties and Origins. The Journal of Neuroscience 2007; 27: 13590-13602. 
Merfeld DM, Zupan LH, Gifford CA. Neural Processing of Gravito-Inertial Cues in Humans. II. 
Influence of the Semicircular Canals During Eccentric Rotation. Journal of Neurophysiology 
2001; 85: 1648-1660. 
Mergner T, Siebold C, Schweigart G, Becker W. Human perception of horizontal trunk and 
head rotation in space during vestibular and neck stimulation. Exp Brain Res 1991; 85: 389-
404. 
Metcalfe T, Gresty M. Self-Controlled Reorienting Movements in Response to Rotational 
Displacements in Normal Subjects and Patients with Labyrinthine Disease. Annals of the 
New York Academy of Sciences 1992; 656: 695-698. 
Miller E, Graybiel A. Thresholds for the perception of angular acceleration as indicated by 
the oculogyral illusion. Attention, Perception, & Psychophysics 1975; 17: 329-332. 
Minor LB, Haslwanter T, Straumann D, Zee DS. Hyperventilation-induced nystagmus in 
patients with vestibular schwannoma. Neurology 1999; 53: 2158-2168. 
Minor LB, McCrea RA, Goldberg JM. Dual projections of secondary vestibular axons in the 
medial longitudinal fasciculus to extraocular motor nuclei and the spinal cord of the squirrel 
monkey. Exp Brain Res 1990; 83: 9-21. 
Mishkin S, Jones GM. Predominant direction of gaze during slow head rotation. Aerosp Med 
1966; 37: 897-900. 
179 
 
Naito Y, Tateya I, Hirano S et al. Cortical correlates of vestibulo-ocular reflex modulation: a 
PET study. Brain 2003; 126: 1562-1578. 
Nakagawa H, Ohashi N, Kanda K, Watanabe Y. Autonomic nervous system disturbance as 
etiological background of vertigo and dizziness. Acta Otolaryngol Suppl 1993; 504: 130-133. 
Nashner LM. Adapting reflexes controlling the human posture. Exp Brain Res 1976; 26: 59-
72. 
Nazareth I, Yardley L, Owen N, Luxon L. Outcome of symptoms of dizziness in a general 
practice community sample. Fam Pract 1999; 16: 616-618. 
Ohno H, Wada M, Saitoh J, Sunaga N, Nagai M. The effect of anxiety on postural control in 
humans depends on visual information processing. Neuroscience Letters 2004; 364: 37-39. 
Okada T, Grunfeld E, Shallo-Hoffmann J, Bronstein AM. Vestibular perception of angular 
velocity in normal subjects and in patients with congenital nystagmus. Brain 1999a; 122 ( Pt 
7): 1293-1303. 
Okinaka Y, Sekitani T, Okazaki H, Miura M, Tahara T. Progress of caloric response of 
vestibular neuronitis. Acta Otolaryngol Suppl 1993; 503: 18-22. 
Ornitz EM. Vestibular dysfunction in schizophrenia and childhood autism. Comprehensive 
Psychiatry 1970; 11: 159-173. 
Osterhammel P, Terkildsen K, Zilstorff K. Vestibular Habituation in Ballet Dancers. Acta 
Otolaryngol 1968; 66: 221-228. 
180 
 
Page WK, Duffy CJ. Heading representation in MST: sensory interactions and population 
encoding. J Neurophysiol 2003; 89: 1994-2013. 
Palermo A, Giglia G, Vigneri S, Cosentino G, Fierro B, Brighina F. Does habituation depend on 
cortical inhibition? Results of a rTMS study in healthy subjects. Exp Brain Res 2011; 212: 
101-107. 
Palla A, Straumann D, Bronstein AM. Vestibular neuritis: vertigo and the high-acceleration 
vestibulo-ocular reflex. J Neurol 2008; 255: 1479-1482. 
Palmer SM, Rosa MG. A distinct anatomical network of cortical areas for analysis of motion 
in far peripheral vision. Eur J Neurosci 2006; 24: 2389-2405. 
Parietti-Winkler C, Gauchard GC, Simon C, Perrin PP. Sensorimotor postural rearrangement 
after unilateral vestibular deafferentation in patients with acoustic neuroma. Neurosci Res 
2006; 55: 171-181. 
Parietti-Winkler C, Gauchard GC, Simon C, Perrin PP. Visual sensorial preference delays 
balance control compensation after vestibular schwannoma surgery. J Neurol Neurosurg 
Psychiatry 2008; 79: 1287-1294. 
Paulus WM, Straube A, Brandt T. Visual stabilization of posture. Physiological stimulus 
characteristics and clinical aspects. Brain 1984; 107 ( Pt 4): 1143-1163. 
Pavlou M, Davies RA, Bronstein AM. The assessment of increased sensitivity to visual stimuli 
in patients with chronic dizziness. J Vestib Res 2006; 16: 223-231. 
Pavlou M, Lingeswaran A, Davies RA, Gresty MA, Bronstein AM. Simulator based 
rehabilitation in refractory dizziness. Journal of Neurology 2004; 251: 983-995. 
181 
 
Pavlou M, Quinn C, Murray K, Spyridakou C, Faldon M, Bronstein AM. The effect of repeated 
visual motion stimuli on visual dependence and postural control in normal subjects. Gait 
Posture 2011; 33: 113-118. 
Penfield W. Vestibular sensation and the cerebral cortex. Ann Otol Rhinol Laryngol 1957; 66: 
691-698. 
Penfield W, Rasmussen T. The cerebral cortex of man. New York: Macmillan; 1950. 
Perna G, Dario A, Caldirola D, Stefania B, Cesarani A, Bellodi L. Panic disorder: the role of the 
balance system. J Psychiatr Res 2001; 35: 279-286. 
Peterka RJ. Sensorimotor Integration in Human Postural Control. Journal of Neurophysiology 
2002; 88: 1097-1118. 
Peterka RJ, Statler KD, Wrisley DM, Horak FB. Postural compensation for unilateral 
vestibular loss. Front Neurol 2011; 2: 57. 
Peterka RJ, Loughlin PJ. Dynamic Regulation of Sensorimotor Integration in Human Postural 
Control. Journal of Neurophysiology 2004; 91: 410-423. 
Pfaltz CR. Vestibular Compensation: Physiological und Clinical Aspects. Acta Otolaryngol 
1983; 95: 402-406. 
Purushothaman G, Bradley DC. Neural population code for fine perceptual decisions in area 
MT. Nat Neurosci 2005; 8: 99-106. 
182 
 
Putkonen PT, Courjon JH, Jeannerod M. Compensation of postural effects of 
hemilabyrinthectomy in the cat. A sensory substitution process? Exp Brain Res 1977; 28: 
249-257. 
Querner V, Krafczyk S, Dieterich M, Brandt T. Phobic postural vertigo. Body sway during 
visually induced roll vection. Exp Brain Res 2002; 143: 269-275. 
Raphan T, Cohen B. The vestibulo-ocular reflex in three dimensions. Exp Brain Res 2002; 
145: 1-27. 
Raphan T, Matsuo V, Cohen B. Velocity storage in the vestibulo-ocular reflex arc (VOR). Exp 
Brain Res 1979; 35: 229-248. 
Redfern MS, Furman JM. Postural sway of patients with vestibular disorders during optic 
flow. J Vestib Res 1994; 4: 221-230. 
Redfern MS, Furman JM, Jacob RG. Visually induced postural sway in anxiety disorders. J 
Anxiety Disord 2007; 21: 704-716. 
Redfern MS, Yardley L, Bronstein AM. Visual influences on balance. J Anxiety Disord 2001; 
15: 81-94. 
Rief W, Shaw R, Fichter MM. Elevated levels of psychophysiological arousal and cortisol in 
patients with somatization syndrome. Psychosom Med 1998; 60: 198-203. 
Ris L, Capron B, de Waele C, Vidal PP, Godaux E. Dissociations between behavioural recovery 
and restoration of vestibular activity in the unilabyrinthectomized guinea-pig. The Journal of 
Physiology 1997; 500: 509-522. 
183 
 
Robinson DA. Adaptive gain control of vestibuloocular reflex by the cerebellum. J 
Neurophysiol 1976; 39: 954-969. 
Royl G, Ploner CJ, M+Âckel M, Leithner C. Neurologische Leitsymptome in einer 
Notaufnahme. Der Nervenarzt 2010; 81: 1226-1230. 
Sakellari V, Bronstein AM, Corna S, Hammon CA, Jones S, Wolsley CJ. The effects of 
hyperventilation on postural control mechanisms. Brain 1997; 120 ( Pt 9): 1659-1673. 
Sama A, Meikle JC, Jones NS. Hyperventilation and dizziness: case reports and management. 
Br J Clin Pract 1995; 49: 79-82. 
Schilder P. The vestibular apparatus in neurosis and psychosis. The journal of nervous and 
mental disease 1933; 78: 137. 
Schmaltz G. The Physical Phenomena Occurring in the Semicircular Canals during Rotatory 
and Thermic Stimulation. Proc R Soc Med 1932; 25: 359-381. 
Schuknecht HF, Kitamura K. Second Louis H. Clerf Lecture. Vestibular neuritis. Ann Otol 
Rhinol Laryngol Suppl 1981; 90: 1-19. 
Seemungal BM, Bronstein AM. A practical approach to acute vertigo. Pract Neurol 2008; 8: 
211-221. 
Seemungal BM, Glasauer S, Gresty MA, Bronstein AM. Vestibular perception and navigation 
in the congenitally blind. J Neurophysiol 2007; 97: 4341-4356. 
Seemungal BM, Gunaratne IA, Fleming IO, Gresty MA, Bronstein AM. Perceptual and 
nystagmic thresholds of vestibular function in yaw. J Vestib Res 2004; 14: 461-466. 
184 
 
Seemungal BM, Masaoutis P, Green DA, Plant GT, Bronstein AM. Symptomatic Recovery in 
Miller Fisher Syndrome Parallels Vestibular-Perceptual and not Vestibular-Ocular Reflex 
Function. Front Neurol 2011; 2: 2. 
Seemungal BM, Rizzo V, Gresty MA, Rothwell JC, Bronstein AM. Posterior parietal rTMS 
disrupts human Path Integration during a vestibular navigation task. Neuroscience Letters 
2008; 437: 88-92. 
Shimazu H, Precht W. Inhibition of central vestibular neurons from the contralateral 
labyrinth and its mediating pathway. J Neurophysiol 1966; 29: 467-492. 
Shiroyama T, Kayahara T, Yasui Y, Nomura J, Nakano K. Projections of the vestibular nuclei to 
the thalamus in the rat: A Phaseolus vulgaris leucoagglutinin study. J Comp Neurol 1999; 
407: 318-332. 
Silvoniemi P. Vestibular neuronitis. An otoneurological evaluation. Acta Otolaryngol Suppl 
1988; 453: 1-72. 
Simon NM, Pollack MH, Tuby KS, Stern TA. Dizziness and panic disorder: a review of the 
association between vestibular dysfunction and anxiety. Ann Clin Psychiatry 1998; 10: 75-80. 
Sinha N, Zaher N, Shaikh AG, Lasker AG, Zee DS, Tarnutzer AA. Perception of self motion 
during and after passive rotation of the body around an earth-vertical axis. Prog Brain Res 
2008; 171: 277-281. 
Sklare DA, Stein MB, Pikus AM, Uhde TW. Dysequilibrium and audiovestibular function in 
panic disorder: symptom profiles and test findings. Am J Otol 1990; 11: 338-341. 
185 
 
Smith PF, Curthoys IS. Neuronal activity in the contralateral medial vestibular nucleus of the 
guinea pig following unilateral labyrinthectomy. Brain Res 1988; 444: 295-307. 
Soyka F, Robuffo GP, Beykirch K, Bulthoff HH. Predicting direction detection thresholds for 
arbitrary translational acceleration profiles in the horizontal plane. Exp Brain Res 2011; 209: 
95-107. 
Spielberger CD. Manual for the state-trait anxiety inventory (STAI). PaloAlto, CA: Consulting 
Psychologists Press; 1983. 
Staab JP. Psychiatric origins of dizziness and vertigo. In: Jacobson GP, Gans P, Shepard N, 
editors. Balance function and assessment. San Diego, CA: Plural Publishing Inc.; 2007. 
Staab JP, Ruckenstein MJ. Chronic dizziness and anxiety: effect of course of illness on 
treatment outcome. Arch Otolaryngol Head Neck Surg 2005; 131: 675-679. 
Staab JP, Ruckenstein MJ, Amsterdam JD. A prospective trial of sertraline for chronic 
subjective dizziness. Laryngoscope 2004; 114: 1637-1641. 
Staab JP, Ruckenstein MJ. Which comes first? psychogenic dizziness versus otogenic anxiety. 
The Laryngoscope 2003; 113: 1714-1718. 
Stahle J. Electronystagmography in the rotatory test; a study in a series of normal 
individuals. Acta Soc Med Ups 1957; 62: 77-103. 
Stambolieva K, Angov G. Balance control in quiet upright standing in patients with panic 
disorder. Eur Arch Otorhinolaryngol 2010; 267: 1695-1699. 
186 
 
Stephan T, Deutschlander A, Nolte A et al. Functional MRI of galvanic vestibular stimulation 
with alternating currents at different frequencies. NeuroImage 2005; 26: 721-732. 
Streepey JW, Angulo-Kinzler RM. The role of task difficulty in the control of dynamic balance 
in children and adults. Hum Mov Sci 2002; 21: 423-438. 
Strupp M, Arbusow V, Dieterich M, Sautier W, Brandt T. Perceptual and oculomotor effects 
of neck muscle vibration in vestibular neuritis. Ipsilateral somatosensory substitution of 
vestibular function. Brain 1998; 121 ( Pt 4): 677-685. 
Suzuki M, Kitano H, Ito R et al. Cortical and subcortical vestibular response to caloric 
stimulation detected by functional magnetic resonance imaging. Brain Res Cogn Brain Res 
2001; 12: 441-449. 
Swinson RP, Cox BJ, Rutka J, Mai M, Kerr S, Kuch K. Otoneurological functioning in panic 
disorder patients with prominent dizziness. Compr Psychiatry 1993; 34: 127-129. 
Tabachnick BG, Fidell LS. Using multivariate statistics. Harper Collins; 1996. 
Tabak S, Collewijn H. Human vestibulo-ocular responses to rapid, helmet-driven head 
movements. Exp Brain Res 1994; 102: 367-378. 
Takeda N, Tanaka-Tsuji M, Sawada T, Koizuka I, Kubo T. Clinical investigation of the 
vestibular cortex. Acta Otolaryngol Suppl 1995; 520 Pt 1: 110-112. 
Taube JS. The head direction signal: origins and sensory-motor integration. Annu Rev 
Neurosci 2007; 30: 181-207. 
187 
 
Tecer A, T++kel Ri, Erdamar B, Sunay T. Audiovestibular functioning in patients with panic 
disorder. Journal of Psychosomatic Research 2004; 57: 177-182. 
Teggi R, Caldirola D, Bondi S, Perna G, Bellodi L, Bussi M. Vestibular testing in patients with 
panic disorder and chronic dizziness. Acta Otorhinolaryngol Ital 2007; 27: 243-247. 
Theunissen EJ, Huygen PL, Folgering HT. Vestibular hyperreactivity and hyperventilation. Clin 
Otolaryngol Allied Sci 1986; 11: 161-169. 
Tjernstrom F, Fransson PA, Holmberg J, Karlberg M, Magnusson M. Decreased postural 
adaptation in patients with phobic postural vertigo--an effect of an "anxious" control of 
posture? Neurosci Lett 2009; 454: 198-202. 
Tschan R, Best C, Beutel ME et al. Patients' psychological well-being and resilient coping 
protect from secondary somatoform vertigo and dizziness (SVD) 1 year after vestibular 
disease. J Neurol 2011; 258: 104-112. 
Tsutsumi T, Murakami M, Kawaishi J, Chida W, Fukuoka Y, Watanabe K. Postural stability 
during visual stimulation and the contribution from the vestibular apparatus. Acta 
Otolaryngol 2009; 130: 464-471. 
Urasaki E, Yokota A. Rotational vertigo caused by cerebral lesions: vertigo and areas 3av, 2v, 
and 7. J Clin Neurosci 2006; 13: 114-116. 
Usami SI, Igarashi M, Ishii M, Hozawa J. Unidirectional vestibular habituation in the squirrel 
monkey: The Time Course and Its Influence on Optokinetic Nystagmus. Acta Otolaryngol 
1988; 106: 124-129. 
188 
 
van Asten WN, Gielen CC, Denier van der Gon JJ. Postural adjustments induced by simulated 
motion of differently structured environments. Exp Brain Res 1988; 73: 371-383. 
van Egmond A, Groen J, Jongkees L. The turning test with small regulable stimuli. 1) Method 
of examination: Cupulometrie. The Journal of Laryngology and Otology 1948; 63-69. 
Viaud-Delmon I, Ivanenko YP, Grasso R, Israel I. Non-specific directional adaptation to 
asymmetrical visual-vestibular stimulation. Brain Res Cogn Brain Res 1999; 7: 507-510. 
Vibert N, Babalian A, Serafin M, Gasc JP, Muhlethaler M, Vidal PP. Plastic changes underlying 
vestibular compensation in the guinea-pig persist in isolated, in vitro whole brain 
preparations. Neuroscience 1999; 93: 413-432. 
Vibert N, de WC, Escudero M, Vidal PP. The horizontal vestibulo-ocular reflex in the 
hemilabyrinthectomized guinea-pig. Exp Brain Res 1993; 97: 263-273. 
Vitte E, Derosier C, Caritu Y, Berthoz A, Hasboun D, Soulie D. Activation of the hippocampal 
formation by vestibular stimulation: a functional magnetic resonance imaging study. Exp 
Brain Res 1996; 112: 523-526. 
Vuillerme N, Danion F, Marin L et al. The effect of expertise in gymnastics on postural 
control. Neurosci Lett 2001; 303: 83-86. 
Waespe W, Buttner U, Henn V. Visual-vestibular interaction in the flocculus of the alert 
monkey. I. Input activity. Exp Brain Res 1981; 43: 337-348. 
Waespe W, Cohen B, Raphan T. Dynamic modification of the vestibulo-ocular reflex by the 
nodulus and uvula. Science 1985; 228: 199-202. 
189 
 
Waespe W, Henn V. Neuronal activity in the vestibular nuclei of the alert monkey during 
vestibular and optokinetic stimulation. Exp Brain Res 1977; 27: 523-538. 
Wendt GR. Vestibular functions. In: Stevens S S, editor. Handbook of experimental 
psychology. New York: Wiley; 1951. p. 1191-223. 
Wilson V, Jones M. Mammalian Vestibular Physiology. New York: Plenum; 1976. 
Wilson VJ, Maeda M, Franck JI. Inhibitory interaction between labyrinthine, visual and neck 
inputs to the cat flocculus. Brain Research 1975; 96: 357-360. 
Witkin HA. Individual differences in ease of perception of perception of embedded figures. 
Journal of Personality 1950; 19: 1-15. 
Witkin HA. The perception of the upright. Scientific American 1959; 200: 51-56. 
Witkin HA, Asch SE. Studies in space orientation; further experiments on perception of the 
upright with displaced visual fields. J Exp Psychol 1948; 38: 762-782. 
Witkin HA, Lewis HB, Hertzman M, Machover K, Meissner P, Wapner S. Personality through 
perception: an experimental and clinical study. Oxford, England: Harper; 1954. 
Wolfe JW. Mesodiencephalic and cerebellar influences on optokinetic and vestibular 
nystagmus. Experimental Neurology 1969; 25: 24-34. 
Xerri C, Borel L, Barthelemy J, Lacour M. Synergistic interactions and functional working 
range of the visual and vestibular systems in postural control: neuronal correlates. Prog 
Brain Res 1988; 76: 193-203. 
190 
 
Yamanaka T, Him A, Cameron SA, Dutia MB. Rapid compensatory changes in GABA receptor 
efficacy in rat vestibular neurones after unilateral labyrinthectomy. The Journal of 
Physiology 2000; 523: 413-424. 
Yardley L, Redfern MS. Psychological factors influencing recovery from balance disorders. 
Journal of Anxiety dis 2001; 15: 119. 
Yardley L. Contribution of symptoms and beliefs to handicap in people with vertigo: a 
longitudinal study. Br J Clin Psychol 1994; 33 ( Pt 1): 101-113. 
Yardley L. Overview of psychologic effects of chronic dizziness and balance disorders. 
Otolaryngol Clin North Am 2000; 33: 603-616. 
Yardley L, Beech S, Weinman J. Influence of beliefs about the consequences of dizziness on 
handicap in people with dizziness, and the effect of therapy on beliefs. J Psychosom Res 
2001; 50: 1-6. 
Yardley L, Britton J, Lear S, Bird J, Luxon LM. Relationship between balance system function 
and agoraphobic avoidance. Behav Res Ther 1995; 33: 435-439. 
Yardley L, Burgneay J, Nazareth I, Luxon L. Neuro-otological and psychiatric abnormalities in 
a community sample of people with dizziness: a blind, controlled investigation. J Neurol 
Neurosurg Psychiatry 1998a; 65: 679-684. 
Yardley L, Luxon LM, Haacke NP. A longitudinal study of symptoms, anxiety and subjective 
well-being in patients with vertigo. Clin Otolaryngol Allied Sci 1994; 19: 109-116. 
191 
 
Yardley L, Masson E, Verschuur C, Haacke N, Luxon L. Symptoms, anxiety and handicap in 
dizzy patients: development of the vertigo symptom scale. J Psychosom Res 1992a; 36: 731-
741. 
Yardley L, Owen N, Nazareth I, Luxon L. Prevalence and presentation of dizziness in a general 
practice community sample of working age people. Br J Gen Pract 1998b; 48: 1131-1135. 
Yardley L, Todd AM, Lacoudraye-harter MM, Ingham R. Psychosocial consequences of 
recurrent vertigo. Psychology & Health 1992b; 6: 85-96. 
Yardley L, Verschuur C, Masson E, Luxon L, Haacke N. Somatic and psychological factors 
contributing to handicap in people with vertigo. Br J Audiol 1992c; 26: 283-290. 
Zennou-Azogui Y, Xerri C, Harlay F. Visual sensory substitution in vestibular compensation: 
neuronal substrates in the alert cat. Exp Brain Res 1994; 98: 457-473. 
Zennou-Azogui Y, Xerri C, Leonard J, Tighilet B. Vestibular compensation: role of visual 
motion cues in the recovery of posturo-kinetic functions in the cat. Behav Brain Res 1996; 
74: 65-77. 
Zhang Z, Francisco EM, Holden JK, Dennis RG, Tommerdahl M. Somatosensory information 
processing in the aging population. Front Aging Neurosci 2011; 3: 18. 
Zigmond AS, Snaith RP. The hospital anxiety and depression scale. Acta Psychiatr Scand 
1983; 67: 361-370. 
Zu Eulenburg P., Stoeter P, Dieterich M. Voxel-based morphometry depicts central 
compensation after vestibular neuritis. Ann Neurol 2010; 68: 241-249. 
192 
 
Zupan LH, Merfeld DM. Interaural self-motion linear velocity thresholds are shifted by roll 
vection. Exp Brain Res 2008; 191: 505-511. 
Zwergal A, Strupp M, Brandt T, B++ttner-Ennever JA. Parallel Ascending Vestibular 

















Appendix I – Retrospective Vestibular Neuritis Diagnosis Questionnaire 
Balance Questionnaire 
The following questions form a questionnaire that will be used to help diagnose patients 
who have certain problems with dizziness. It is important that patients with a wide range of 
dizziness problems complete the questionnaire, so although some of the questions may not 
seem as if they directly relate to your symptoms, please try to answer them to the best of 
your ability.  
Please answer yes/no or ‘not applicable’ (if the question does not relate to your problem). 
All information will be treated confidentially and names will be removed.  
Please note - these questions relate to when your balance problem and/or dizziness first 
started and so this may be some time ago.  
 Age -  
 Gender (delete as appropriate) – male/female 
 Month & year that the balance and/or dizziness problem started -  
 
1- When everything started, did you see the environment spinning around you (on the 
horizontal plane)? 
 
2- If yes, did it last continuously for many hours (at least 24 hours)? 
 
3- Did you also suffer from nausea and/or vomiting? 
 
4- Did you experience auditory symptoms (fullness, hearing loss and tinnitus) in one or both 
ears? 
 
5- Did you feel better lying down in bed? 
 
6- Did you suffer from a severe headache (migraine) before, during or after the vertigo attack? 
 
7- Was your balance improving considerably after few days? 
 
8- Did you suffer from any flu-like symptoms a few days before or during the vertigo attack? 
 





10- Have you only ever had one attack? 
 
11- Have you ever had an attack as bad as the first one? 
 
12- Did you have any difficulty using your hands? 
 


















Appendix II  
Dizziness Handicap Questionnaire (DHI, Jacobson and Newman, 1990) 
The purpose of this scale is to identify difficulties that you may be experiencing as a result of 
your dizziness. Please answer Yes, No or Sometimes. Answer each question as it 
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